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Diagnostic method for an autopsy case

AN Sk
Ayataka Ishikawa
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Department of Pathology, Saitama Cancer Center
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In autopsy cases, the pathological diagnosis is generally based on macroscopic, histopathological, and
clinical examination findings. The primary and secondary lesions, causing the tumor and eventually death,
are diagnosed, and a flow chart is made. However, it has become difficult to acquire the experience of
performing autopsies because the number of autopsies has been rapidly decreasing. This class aimed to
give students the experience of autopsies.
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Pathologically diagnostic process of the salivary gland tumors, focusing on clear cell type
tumors

KHHESE

Naomi Yada
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Division of Oral Pathology, Department of Health Promotion, Kyushu Dental University
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Salivary gland tumors are relatively rare and many classification and diverse histomorophological
features. Histomorophological diagnosis of salivary gland tumors can be difficult in view of the wide
spectrum of histologic changes. In this seminar, I'll summarize the general information of diagnostic clue of
the salivary gland tumor pathology and highlight salivary gland differential diagnoses when presented with
clear cell changes.

In this seminar, histological slides will be sent in advance.
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Oral cytology —for better comprehension of cytological features—

e B
Shuichi Fujita
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Dept Oral Pathol, Nagasaki Univ Grad Sch Biomed Sci
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When oral pathologists learn cytology, they feel confused about discrepancies between histological
findings and cytological findings. The discrepancies are due to the sampling methods, procedures for the
specimens and direction of observation different from histological examination. Moreover, cytology hardly
provides histological construction of the lesions. It is regret that oral pathologists don’t utilize cytology
because of the discrepancies and the limited findings. In this slide seminar, I'll show the basic cytological
pictures of mainly oral mucosa and salivary gland lesions, and explain their characteristic features making
correlations with histological structures.
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Oral Mucosal diseases in the aspect of Dermatological condition

Department of Dermatology, Ichikawa General Hospital of Tokyo Dental College
Shinichi Takahashi

Wide variety of dermatological conditions which may affect oral mucosa are as follows, infections,
vesiculobullous disorders, lichen planus and other lichenoid lesions, erythema multiforme, etc. These
conditions often severely affect quality of life and can be occasionally life-threatening. Sometimes oral
mucosal lesions are the only manifestation or the initial feature of these conditions. Therefore, it is quite
important for Dermatologist to diagnose and treat oral Dermatological condition properly. In this keynote
address I will give an outline of lichen planus (LP) and lichenoid lesion, vesiculobullous disorders which we
Dermatologist often diagnose.

These mucosal disorders such as LP and vesiculobullos diseases are induced by immunopathologic
process and present as similar mucocutaneous lesions such as erythematous change, keratotic
change, bullae, ulcerations and desquamation. Therefore, we usually need biopsy for histological and
immunohistochemical investigation to differentiate these disorders.

LP is the most common chronic inflammatory disease of the skin and mucous membranes. LP is thought
to be immunological reaction to epithelium mediated by T lymphocyte. This autoimmunological reaction
causes the destruction of basal keratinocyte and produce the characteristic clinical features. Theses
typical skin lesions are violaceous papules with Wickham striae. The characteristic oral mucosal lesions
of LP include white patch or striae, erythematous mucosa with ulceration and keratosis. In many cases
the patients show mucosal lesions only. Typical histological findings are heperkeratosis, liquefactive
degeneration of the basal layer and dense band-like T lymphocytes. Direct immunofluorescence studies
characteristically show a linear deposition of fibrinogen along the basement membrane zone without
Immunoglobulins or complement. Lichenoid lesions show similar clinical and pathological features and
not idiopathic but induced by drugs, dental restorative materials (metals), lupus erythematosus, GVHD
etc. The lesions tend to be solitary or asymmetrical or wide spread white patches. However, differential
diagnosis of lichen planus form Lichenoid lesion is impossible only with the inspection of the mucocutaneous
lesion and histological findings.
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Vesiculobullous disorders that showed oral mucosal lesions are classified to pemphigus group and
pemphigoid group. In pemphigus group, pemphigus vulgaris (PV) and paraneoplastic pemphigus (PNP)
present erosion at any mucosal site with or without skin lesions. PV is autoimmune disorder characterized
autoantibody to desmoglein (DSG) 3, a component of desmosome protein, leading acantholysis and
development of vesicles in oral mucosa. The patients with autoantibody not only to DSG3 but also to DSG1
usually suffer cutaneous lesions such as vesicles and erosions. Histological examination shows supurabasilar
separation with acantholysis. Direct immunofluolescence study shows intercellular deposition of 1gG. PNP
1s severe form of pemphigus that characterized by mucocutaneous bullae and ulcerations with predilection
to the lips and conjunctiva. PNP is usually associated with lymphoproliferative disease. The prognosis is
poor because of severe blistering, pulmonary insufficiency due to bronchiolitis obliterans and the underlying
tumor. Suprabasal cleft with lichenoid reaction is seen in the histological examination. These patients have
autoantibodies to desmoplakins, plaque protein of desmosome, that are independent to DSG.

In pemphigoid group bullous pemphigoid (BP) and mucous membrane pemphigoid (MMP) can affect
the oral mucosa. In BP cutaneous lesions such as bullae and erosions are predominant and mucosal lesions
are rare. On the contrary, cutaneous lesions are rare in MMP. These disorders are autoimmune disease
against the basement membrane adhesion complex, resulting the destruction of hemidesmosomes and
the separation of epithelium from underlying connective disease. The target antigen is BP180 or BP230 in
BP. In MMP the target antigen is BP180 and laminin 322. The oral presentation of pemphigoid group is
variable but often seen as a desquamative gingivitis and painful ulcer. Histological analysis of BP and MMP
shows a subepithelial split. However, predominant eosinophilic infiltration is usually seen only in BP. Direct
immunofluorescent examination of these disorders shows linear deposition of IgG and C3 along with the
basement membrane zone.
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Oral potentially malignant disorders and oral epithelial dysplasia

Division of Oral Diagnosis, Dental and Maxillofacial Radiology and Oral Pathology Diagnostic Service,
The Nippon Dental University Hospital

H Yagishita, S Okabe, T Henmi, T Izumo

Oral and Maxillofacial surgery, The Nippon Dental University Hospital

H Shoji

Department of Pathology, School of Life Dentistry at Tokyo, The Nippon Dental University
Y Soeno

Most histopathological types of oral mucosal cancer are squamous cell carcinoma, which are known to
follow a series of malignant alteration from epithelial dysplasia, carcinoma in situ, to invasive cancer. In
the clinical practice, terms such as 'precancerous lesion' and 'precancerous condition' have been used for
preceding state of invasive cancer. In the latest WHO monograph on head and neck tumors [4" Edition
(2017) 1, the editors have changed terminology for preceding lesions and conditions of oral mucosal cancer
to “oral potentially malignant disorders (OPMDs)”. According to the definition, OPMDs are clinical
presentations that carry a risk of cancer development in the oral cavity, whether in a clinically definable
precursor lesion or in the clinically normal oral mucosa.

In May 2005, experts in this field discussed on issues (including terminology) of oral cancer in the
workshop hosted by the WHO Collaborating Centre for Oral Cancer and Precancer in the UK. There are
some reasons that they rather recommended the use of the term OPMDs.

The terms 'pre-cancer’, 'precursor lesions', 'pre-malignant’, 'intra epithelial neoplasia' and 'potentially
malignant' have been used in the literature to express clinically identifiable mucosal lesions that might
progress to cancer. However, there had been a concern that the carcinogenic processes might not be uniform
in the individual patient or the oral mucosa, ie., not all these lesions end up with malignant transformation.

By the past working group of WHO (1978), precursor lesions of oral cancer were subdivided into
precancerous lesions and conditions under definitions of ‘a morphologically altered tissue in which
oral cancer is more likely to occur than in its apparently normal counterpart and ‘a generalized state
associated with a significantly increased risk of cancer , respectively. It is, however, claimed that this
classification does not necessarily fit current understanding of the etiology of oral cancer. In brief, oral
cancer may arise in any anatomical site of the oral cavity or pharynx in the patients with precancerous
condition. In addition, we now also know that the patient harboring a precancerous lesion may have
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dysplasia or molecular abnormalities in other oral mucosal sites that look clinically normal. Therefore it is
no longer advantageous to distinguish both categories.

Leukoplakia is the very representative of precancerous lesions. As it stands now, the incidence of
leukoplakia is in the range of 1-4%, and the cancerization rate of leukoplakia is low (approximately 1-2%).
Indeed, most of vitiligo lesions may regress or disappear during the follow-up and do not acquire cancer traits.
The latest discussion by experts pointed out these facts and claimed that the term leukoplakia should be
used for the white lesions of questionable risk having excluded other known diseases or disorders that carry
no increased risk for cancer and that leukoplakia is a clinical term and the lesion has no specific histology.

With respect to the discussion above, the term ‘oral potentially malignant disorders’ is now coined to
refer to all clinical presentations that carry a risk of oral cancer. In this session, I would like to discuss
about the concept of OPMDs with the results of statistical and histopathological examinations using 273
cases of tongue leukoplakia resected in our hospital.
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Recent advances in the diagnostic and therapeutic strategies of dry mouth

Department of Pathology, Tsurumi University School of Dental Medicine
Ichiro Saito

Studies have shown that dry mouth is a multi-factorial disease in which the saliva flow decreases, thereby
resulting in not only mouth dryness, feelings of thirst, and difficulty in food ingestion but also dysgeusia,
dental caries, periodontal disease, burning mouth, and reduced quality of life (QOL).

Although the pathogenesis of this disease is not yet fully elucidated, its incidence increases with age.

The purpose of this symposium is to highlight and give examples of some of the recent advances in the
understanding of the pathogenesis and management of dry mouth and address diagnostic and therapeutic
strategies related to this disorder.
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Autoimmune bullous diseases of the oral cavity

Jichi Medical University
Yoshinori Jinbu

Under the direction of Prof. Masao Nagumo of the Japanese Society of Oral Mucous Membrane,
the Terminology and Classification Committee was established in 2005 with the aim of evaluating the
appropriateness of the existing classification of oral mucosal diseases. The Chairperson of this committee
was Prof. Seiji Nakamura and the charter members were Drs. Daisuke Ito, Yoshinori Jinbu, Ryoichi
Kawabe, Hatsuo Maeda, Mikio Kusama, Genyuki Yamane, Mitsuaki Morimoto, and Takashi Fujibayashi.
Initially, the committee discussed 3 categories of oral mucosal diseases: dry mouth, leukoplakia (white
lesions), and autoimmune bullous diseases. Drs. Izumi Mataga, Yoshimasa Kitagawa, and Tetsuya
Yamamoto subsequently became committee members. After holding 14 discussions about the classification
of autoimmune bullous diseases of the oral cavity, our classification was reported in a workshop held during
the 22™ Annual Meeting of the Japanese Society of Oral Medicine in 2013 and published in the Japanese
Journal of Oral Medicine (19 (1) : 25-28, 2013).

I will report our classification of autoimmune bullous diseases of the oral cavity. Autoimmune bullous
diseases of the oral cavity must be diagnosed based on the clinical presentation, blood test results,
histopathological features, and other examinations such as immunoblot analysis. The classification of these
diseases is important to our four academic societies. I will also report some new types of autoimmune
bullous diseases of the oral cavity and recent research in this field.
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Oral Lichen planus —Oral diagnostic study—

Division of Oral Diagnosis Department of Oral Medicine and
Surgery Tohoku University Graduate School of Dentistry

Yumiko Sugawara
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Direction of the dental health care vision and dental specialists
Dental Health Division, Health Policy Bureau, Ministry of Health, Labor and Welfare

Wada Kouji

In recent years, the Internet made it easy to obtain information regarding dental health care and it
increased the public’s interest in dental health care.

A study meeting on “improving the quality of dentists” published last December reported that dentists
should participate in the future vision of dental health care. Dentists participation would improve the dental
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health care literacy level of the public and patients. Furthermore, it would aid in improving the reliability of
dental health care. Dental and medical institutions involvement is imperative for the success of promotion
of dental health care by adapting protocols involving the patients through educating them on health care
issues and the necessity of recording and reporting the medical health care records.

Furthermore, upon taking the examination for the Dental Specialist License, it would be essential to
consider criteria that would test the candidates’ ability to relay the dental health care information to the
patients.

The Medical Specialist Board Examination took five years to be established; therefore, it would be wise
to understand that the Dental Specialist Board Examination needs time to develop, too.
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Establishment and role of the Japanese Dental Specialty Board

Japanese Association for Dental Science
Japanese Dental Science Federation

Japanese Dental Specialty Board

Masahito Sumitomo

When the Japan Dental Association became a public interest corporation in April 2013, the Japanese
Association for Dental Science came to occupy a new position. New circumstances in the medical
community created a need for a dental science association with corporate status, and in April 2016, the
Japanese Dental Science Federation was established as a general incorporated association. The primary
objectives of the Federation were to gain membership in the Japan Medical Safety Research Organization
and support the establishment of a third-party organization for dental specialists. Then, in April 2018, the
Japanese Dental Specialty Board was established, in collaboration with the Japan Dental Association. The
Federation began by discussing the future system of specialization for dentistry and building a framework
to facilitate the development and implementation of specific operating rules. In the coming months, we will
welcome various member associations into our “family” as life begins under this new system of specialized
dentistry.

At present, dental specialists operate in a number of associations and are certified separately according
to different scientific criteria. These dental specialists play an established role, providing the public with
specialized dental care and providing each other with a benchmark for self-improvement.

However, the lack of unified standards for the knowledge and skills that dental specialists require has
been shown to cause problems, including variation between associations in the level of certified dental
specialists and difficulties in understanding from their titles what areas they specialize in and the standards
by which they were certified; therefore, it is necessary to conduct a fundamental review, based on objective
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evaluation, of each association’s system for specialized dentistry. In view of this situation, we deemed it
necessary to put in place a neutral, impartial third-party organization to ensure that dental specialists
provide dental care that is safe and appropriate; so, the Japanese Dental Specialty Board was established to
coincide with the launch of the new system for medical specialists.

In promoting the new system for dental specialists by way of the Japanese Dental Specialty Board, great
value will be placed on the evaluation of dental specialists. Specifically, to be recognized as specialists by
patients, dental specialists will have to be professionally autonomous, self-disciplined medical experts—
a move which has the potential to bring about groundbreaking developments in the world of dentistry.
The qualities that the Board requires dental specialists to have are an awareness of the importance of
compliance, a commitment to dental practices based on clinical pathways, and the ability to present one’s
clinical cases at conferences and in journals. Accordingly, associations that have a specialist system in place
for dental specialists need to provide opportunities for their members to develop these qualities.

The Board will continuously supervise accredited/registered dental specialists and the specialist systems
of the respective associations, while also supporting activities for improving quality. Moreover, we will
cooperate appropriately with associations that are seeking to establish a new dental specialist system. In
addition, by managing and publicizing the details of dental specialists under a single system, it will become
easier for patients to locate the specialist fields that will offer the best solutions to their dental problems,
and accessing dental specialists will become easier.

The Board was established as a base from which to address these challenges and help dental specialists
provide consistently safe, high-quality dental care. We look forward to making a great success of this
project with the support of the public.
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NPO “Kakehashi (Bridge)”, Chairperson-connecting patients, families and medical staff
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Medical safety Liaison council from the patient perspective (Kan-I ren)
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Present

Past activities

Member of the “Study group on the establishment of a no-fault compensation system to improve medical quality” for the Ministry of
Health, Labour and Welfare (MHLW)

Member of the Advisory Group for MHLW on “Scheme for investigating medical accidents”

Member of “Study on method for investigating deaths associated with medical treatment,” Scientific Research 2014

Member of “Enforcement of medical accident investigation system” Review Committee, MHLW

Member of Drafting Committee for “Guidance on investigating hospital accidents,” Medical Safety Promotion Committee, Japan
Hospital Association

Current activities

Chairperson of NPO KAKEHASHI (Bridge), connecting patients, families and medical staff

Chief of Secretariat for Medical Safety Liaison Council from the patient’s perspective

Member of Cause Analysis Committee, Obstetric Medical Compensation System, Japan Council for Quality Health Care

Member of Comprehensive Investigation Committee, Medical Accident Investigation System, Japan Medical Safety Investigation
Agency

NPO “Kakehashi (Bridge)”, -connecting patients, families and medical staff
Ikuko Toyoda

I lost my beloved son in 2003 in a medical accident.

At first, the hospital insisted that they had done their best. However, thanks to a whistle-blower, a
newspaper revealed that there had been some critical systematic clinical error in the hospital. At the time,
my grief and anger were far beyond words. I held the hospital against.

However, gradually I came to feel that indulging in grief and anger would not lead anywhere, so I
summoned up the courage to join a workshop. That led me to a fateful encounter with Dr. Yoichi Shimizu,
Director of Shin-Katsushika Hospital. He offered me a position as a safety manager at his hospital. I was
surprised by the offer and assumed that I could not fulfill the role, as I had suffered bereavement by a
medical accident and I had no medical background. However, my strong desire to know what is happening
in the medical world overcame my reluctance, so I started. This happened 18 months after my son’s death.

At the hospital, in 2006, my first step was to organize a workshop to facilitate dialogue between medical
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staff and patients. In 2012, the activity was formalized as an NPO called “/KAKEHASHI", meaning “bridge”.
The main activities of the NPO are to serve as a bridge between patients, families and medical staff.

Based on my experience, I also give my opinions on national policies by serving as a member of several
national committees.
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Specialist of Oral Clinical Examination (Diagnosis) is necessary for the
improving of the dental medicine

President, Japanese Society for Evidence and the Dental Professionnal

Takashi Inoue

A physical examination, medical examination or clinical examination is the process by which a medical
specialists investigates the body of a patient for signs of disease. Together with the medical history, the
physical examination aids in determining the correct diagnosis and introduce to the medical specialist who
must be well trained and experienced and also should be board-certified.

Dentist is also one of the medical specialists. The first part of the definition of Oral health (WHO) means
more than good teeth; it is integral to general health and essential for wellbeing.

As a conclusion, dentist have to be oral medical specialists same as other doctors.
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Dental specialist system based on future vision of dental health care

—From the standpoint of the Japanese Society of Oral Pathology—
Non-Profit Organization The Japanese Society of Oral Pathology President

Department of Oral Pathology, School of Dentistry, Aichi Gakuin University
Hatsuhiko Maeda

Currently, the Japanese Society of Oral Pathology does not have the system of oral pathology board
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certification. The reason is that by acquiring an oral pathology specialist accredited by the Japanese
Society of Pathology, it shows expertise as an oral pathologist to the citizen. In order to get this certified
oral pathologist of the Japanese Society of Pathology, it is necessary to conduct pathology study for more
than 5 years at a training facility certified by the Japanese Society of Pathology after getting a Japanese
dental doctor’s license, and acquiring the autopsy qualification certified by the Ministry of Health, Labor
and Welfare. Also it is necessary to pass the certified oral pathologist exam (written exam, practical exam)
carried out by the Japanese Society of Pathology after completing the training contents. As of August 2018,
there are 156 certified oral pathologist. Pathologic diagnosis is highly specialized, and oral pathologist make
diagnosis at university/general hospital etc, as specialist of oral region. Therefore, being certified as an oral
pathologist at the Japanese Society of Pathology as the member societies of the Japanese Association of
Medical Sciences is important for cooperation with the medical field.

The dental specialist system is a system that advertises its expertise in an easy-to-understand manner to
the public and also guarantees its expertise. Considering the dental specialist system based on the future
dental health care vision from the standpoint of the Japanese Society of Oral Pathology, it is an urgent task
to clarify how to raise awareness of oral pathology expertise in dentistry to the public. Needless to say, it is
also necessary to consider how to secure the expertise and reflect it in dental education.

In this symposium, I would like to talk about the present condition and future issues of the dental
specialist system on the Japanese Society of Oral Pathology.
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Examination and diagnosis based on oral and gut microbiome characteristic
of oral cancer, and establishment and characterization of disease-specific
induced pluripotent stem cells

Molecular Oral Medicine & Maxillofacial Surgery, School of Dentistry,

Graduate School of Biomedical & Health Sciences, Hiroshima University

Tetsuji Okamoto

Disease-specific induced pluripotent stem cells (DS-iPSCs) have genetic information and gene expression
related to its onset. Thus the cells are expected to contribute to development of diagnosis and treatment
of these diseases. We have previously reported the establishment and long-term serial cultivation of iPSCs
from the pulp-derived cells and peripheral blood mononuclear cells (PBMC) of healthy individuals in virus
integration-free Sendai virus vector (SeVdp), feeder cell-, and serum-free culture system.

In this report, various genetic disorders in the oral-maxillofacial region such as Cleidocranial dysplasia (5
individuals), Noonan syndrome (1), Cowden syndrome (1), von Recklinghausen's disease (4), Nevoid basal
cell carcinoma syndrome (NBCCS) (Gorlin-Goltz) (6) derived-DS-iPSCs were established from patient-
derived PBMC using the above serum-free culture system. Then, the DSiPSCs were studied by genetic
analysis using next generation and sanger sequencing, embryo body formation assay, cellular functional
assay by in vitro cartilage and bone induction, and teratoma formation assay iz vive. Further, iPSCs
established from patients and healthy individual of same pedigree of NBCCS family was examined for their
disease specific features. The results showed that DS-iIPSCs have been found to mimic a part of the disease
state of each disease.

The highly reproducible iPSC induction and culture system completely eliminating uncertain factors such
as serum, unknown components and feeder cells enables identification and functional analysis of known
or unknown factors involved in proliferation and differentiation of the cells, and expected to be applied to
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elucidate the pathophysiology at the molecular and cellular level of the diseases, and to develop diagnostic
and therapeutic methods.

In recent years, it has been reported that dysbiosis of bacterial species in the gut flora is involved in the
development and progression of various diseases such as inflammatory bowel disease, cancer, obesity, and
diabetes. It is also being clarified that the condition of the gut microbiome is closely related to the effect of
cancer treatments such as chemotherapy, radiotherapy and immune-checkpoint inhibitors. Furthermore, it
has been pointed out that the oral microbiome is involved in the gut microbiome and the pathophysiology
of systemic diseases, but details of which are still unknown.

In this study, we analyzed the diversity of gut and oral microbiome from oral cancer patients and healthy
individuals, and examined their relationship with clinical pathophysiology. Terminal-restriction fragment
length polymorphism (T-RFLP) analysis of 16S rRNA genes in the oral cavity (dental plaque) and gut
bacteria (feces) of oral cancer patients group and healthy individual group was performed. We examined
the bacterial type occupancy, and analyzed the microbiome structure by principal component analysis.
T-RFLP of gut microbiome was analyzed by restriction enzyme Bs/ I and that of oral microbiome was by
Hha I. In addition, the microbiome structure of healthy group and oral cancer group was examined by
principal component analysis. Furthermore, we investigated the effect of various short chain fatty acids
produced by highly related bacterial groups on PD-L1 gene and protein expression in squamous cell
carcinoma cell line. As a result, it was revealed that the gut and oral microbiome of oral cancer patients
had a different microbiome structure from those of healthy individuals, suggesting the strong relationship
between the dysbiosis and clinical pathophysiology.

To clarify the relationship between the gut/oral microbiome and the therapeutic effect of oral cancer
contributes for development of novel oral cancer modalities, development of novel diagnosis methods and
risk assessment of cancer development.

(These researches were conducted according to the clinical studies approved by Hiroshima University
Clinical Research Ethics Committee (iPSC Research) (License number 58, Hi-72) and the clinical study (Oral
and gut microbiome studies) (License number C-102, E-697).
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Clinical importance of Streptococcus mutans strains expressing collagen-
binding protein

Department of Pediatric Dentistry, Osaka University Graduate School of Dentistry
Kazuhiko Nakano

Streptococcus mutans is a Gram-positive facultative anaerobic bacterium known to be a major pathogen
of dental caries as well as infective endocarditis once it invades the bloodstream in association with certain
heart conditions. S. mutans strains express a variety of cell-surface protein antigens, among which collagen-
binding proteins have been well reported, including Cnm and Cbm. The rate of distribution of S. mutans
expressing Cnm has been reported to range from 10-20%, while that of those expressing Cbm is extremely
low. Furthermore, rates noted in Thailand and Finland are consistent with those reported in Japan,
suggesting similar levels of distribution throughout the world.

Cnm of S. mutans is encoded by the cnm gene, which is composed of a collagen-binding domain with an
estimated amino acid alignment common among all strains, while the repeat region varies in length among
different strains. In addition, the intensity of collagen-binding activity among examined strains has been
shown to be diverse. Cnm-positive S. mutans strains are involved with adhesion to and invasion of blood
endothelial cells, and have also been shown to be associated with prominent vegetation formation. Also, an
ex vivo reaction in extirpated bovine heart valves was reported to lead to prominent vegetation formation.
Inactivation of the c¢zm gene in isogenic mutant strains causes disappearance of these properties, which are
recovered in complemented strains, strongly suggesting that Cnm is correlated with these phenomena.

Cerebral hemorrhage is a major complication of infective endocarditis. In experiments with a mouse
cerebral hemorrhage model, intravenous administration of Cnm-positive strains aggravated cerebral
hemorrhaging. Furthermore, several other studies have shown that Cnm-positive strains exhibited
an affinity for collagen tissue exposed to blood endothelial cells by various causes and also inhibited
the aggregation property of platelets. In fact, analyses of saliva specimens obtained from hospitalized
neurosurgical ward patients demonstrated a significantly higher rate of detection of Cnm-positive strains
in patients with cerebral hemorrhage as compared to those with other conditions. Additionally, an
investigation of saliva specimens obtained from healthy subjects undergoing brain examinations showed
that microbleeds had a significantly higher rate of occurrence in those with Cnm-positive S. mutans in the
oral cavity as compared to those without, while examinations of patients who visited the Department of
Neurology revealed the same tendency, especially regarding deep microbleeds. Cnm-positive S. mutans
strains have also been demonstrated to be involved with aggravation of inflammatory bowel diseases and
non-alcoholic steatohepatitis, as well as a certain type of chronic glomerulonephritis.

Together, these findings provide evidence of the need for large scale studies regarding the association
of the presence of Cnm-positive S. mutans strains in the oral cavity with systemic diseases. In addition, the
prevalence of such strains in healthy individuals should also be investigated.
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Implications of IgG antibody test against periodontopathic bacteria

Department of Periodontal Science, Okayama University Graduate School of Medicine,
Dentistry and Pharmaceutical Sciences

Shogo Takashiba

Representatives of dental diseases are dental caries and periodontal disease, but both are understood as
dysbiosis, where pathogenic bacteria have increased due to the unbalanced resident bacterial flora of oral
cavity. In recent years it has been revealed that local superficial infections gradually affect the health of
the whole body as infections in the body and the inflammation associated therewith (the homeostasis of the
body begins to break down).

Such oral bacterial infections can be recognized by macroscopic findings without any examination of
bacteria and living bodies, and patients often conscious of it. Particularly, periodontal disease affects a
majority of adults, so even in questionnaire survey, it is possible to detect sufferers with both sensitivity and
specificity high. However, since it is a subjective viewpoint, it is difficult to examine severity of the disease.

X-ray image inspection and periodontal tissue examination as a regular dental examination makes it possible
to know the degree of tissue destruction, so it brings important information for treatment of periodontal disease
such as periodontal tissue regeneration therapy. Furthermore, it is possible to calculate the inflammatory surface
area of the periodontal tissue from these examination results to show the severity of periodontal disease and the
therapeutic effect. On the other hand, however, it is not possible to capture the biological response that affects
homeostasis, such as inflammation of the living body and immune response caused by periodontal disease.

Laboratory tests of C reactive protein (CRP) which is a marker of inflammation, interleukin 6 (IL-6) which
is an inflammatory cytokine, and immunoglobulin G (IgG) antibody against periodontopathic bacteria, can
be performed using a blood specimen. Among these three types of tests, CRP and IL-6 are nonspecifically
produced factors associated with bacterial infection and inflammatory reactions, so that it is hard to use
them alone to evaluate the severity of periodontal disease and the degree of influence to general health. On
the other hand, since the IgG antibody titer against a specific periodontopathic bacterium reflects the degree
of infection of the bacteria and the immunological reactivity of the living body, it is easy to diagnose the
severity of periodontal disease and the influence on the health of the whole body.

The relatively high IgG antibody titer against periodontopathic bacteria is sometimes detected in spite of
a slight bacterial infection because individual differences exist in the immune reactivity of the living body.
Therefore, although it is easy to estimate the degree of influence on the health of the whole body, it is
possible to increase the accuracy of estimating the influence degree by examining with CRP and IL-6. It is
easy to understand periodontal disease as an inflammatory/immunological disease, especially when it affects
diabetes, arteriosclerosis, cerebrovascular disorder, rheumatoid arthritis, etc. which are greatly affected by

inflammation/immune reaction.
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As mentioned above, the IgG antibody titer may be highly elevated even by a slight bacterial infection.
Therefore, in order to examine the degree of infection of periodontopathic bacteria, it is necessary to detect
the bacteria in the periodontal pocket, but when there are plural periodontal pockets (assuming 6 points
with 28 teeth, total is 168). It is difficult to collect dental plaque at the site of bacterial infection accurately
from the site. Furthermore, since the dental health worker collects the specimen, there is a restriction on
the dental treatment time and the examination opportunity. However, the blood specimen is to reflect the
entire body as a mass, and if blood sampling is simplified, restriction on sampling time can be resolved.
However, it takes time to test at the laboratory center etc.

As described above, there are significant implications and advantages in the serum IgG antibody
test against periodontal pathogens, but even if this examination can not be imposed as health insurance
treatment, even as mail medicine as a part of personal health record, implementation. Why is not it
implemented in society? Many research papers have been published as clinical research both in Japan
and abroad, showing the degree of infection of periodontal pathogenic bacteria, the severity of periodontal
disease, and the relationship between periodontal disease and other systemic diseases.

BMEducation
1990 Ph.D. Okayama University Graduate School of Dentistry
1986 D.D.S. Okayama University Dental School

MPositions

2005-present Professor and Chair, Department of Pathophysiology-Periodontal Science, Okayama University Graduate School of
Medicine, Dentistry, and Pharmaceutical Sciences

2002-2005 Professor and Chair, Department of Pathophysiology-Periodontal Science, Okayama University Graduate School of
Medicine and Dentistry

2001-2002 Associate Professor, Department of Pathophysiology-Periodontal Science, Okayama University Graduate School of
Medicine and Dentistry

1996 Recipient of Travel Research Fund (Okayama University) supported by MEXT, Japan

March-April : Visiting Scientist, Center for Craniofacial Molecular Biology, University of Southern California, Los Angeles,
California (Professor Charles F. Shuler’s Lab)
May : Visiting Scientist, Laboratory for Developmental Biology, National Institute of Arthritis, Musculoskeletal and Skin
Diseases, NIH (NIDCR Director Dr. Harold C. Slavkin's Lab)

1995-2000 Associate Professor, Department of Periodontology and Endodontology, Okayama University Dental School
1994-1995 Instructor, Department of Periodontology and Endodontology, Okayama University Dental School
1992-1994 Visiting Scientist (Postdoctoral Position), Department of Periodontology, Eastman Dental Center, Rochester,
New York (Professor Thomas E. Van Dyke's Lab)
1990-1994 Instructor, Department of Periodontics and Endodontics, Okayama University Hospital of Dentistry
B Experience for Review Board
2007~ Editorial Board Member, Journal of Cell Communication and Signaling
2007~ Editorial Board Member, Journal of Periodontal Research
2002-2004 Editorial Board Member, Journal of Dental Research
2001-2004 IADR/AADR Abstract Reviewer for Periodontal Research (Pathogenesis)
B Awards
1. 2009 R. Earl Robinson Periodontal Regeneration Award: AAP
2. 2001 Research Award (Lion Award): JSP
3. 1997 Hatton Awards Nominee: IADR
4. 1995 The first place of Award in Research Section of the 5th meeting of IAP

MInternational Scientific Bibliography
More than 160 publications including both basic and clinical research in periodontology field.

BMResearch and Education
Recent research interest is for both basic and clinical research to bring basic findings to chair-side clinic, so-called translational
research. More than 20 graduate students including foreign students from Asian countries and a faculty staff from South American
Region participate in these wide-range research interests. This attempt has been set to dissolve the problems in aged society and
the crisis of medical economy all over the world.

B Actions in the Periodontal Research Group
I would like to ask all members of our PRG to make actions to contribute our research intention to the sustainable development
of each country in our globe. I may propose to have opportunity to discuss the problems we have and the solutions for them for
upcoming decades. As IAP has conclaves to discuss some problems by small groups, we may have small-group discussions and find
solutions for our next generation.
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Importance of pre-and post- clinical examinations concerning both
periodontal and Implant therapies

Yoshiaki HASEGAWA

Visualization is the most important factor in my routine clinical work. Even in this digital era, the
periapical radiograph and the probing chart are still essential in periodontal therapy. However, it might
have been difficult for the patients to recognize and understand his/her own oral condition by those tools.
The images of the cone beam CT (CBCT) that I introduced to my clinic 10 year ago has almost resolved
this problem and has contributed to improve patients understanding and to reduce the misdiagnosis by
the operators. Recently, the CBCT became more crucial not only in the consultation with a patient, but for
the diagnosis in endodontic, periodontal and Implant therapy. I needed the more accuracy in examining
pathology and in making diagnosis so that I started to detect pathogenicity of biofilm and to digitalize the
degree of inflammation for the correct diagnosis. Genotype test.

As prof. Amano of Osaka University taught me the fact that detecting oral bacterial flora rather than
counting bacterial number is more important, I started periodontopathic bacterial test for three Red
Complex bacteria and the fimA-gene test for P.g bacterium. To detect inflammation, C-Reactive Protein
(CRP) test was adopted in my clinic. I started to apply high sensitivity CRP test since last August, even
though I have used normal CRP test for long. I recently recognizing the efficacy of high sensitivity CRP
test as a screening tool, though I only have about 300 patients data until now.

Clinical examination is not popular in dentistry because of the dental insurance system that does not
admit to cover its expensive cost. But, there is another reason, which are the unreliable reports about
the bacteria number and ambiguity of diagnostic criteria. I believe this will become the bottleneck of the
proliferation of this test to dentists. And the results of periodontopathic bacterial test are often not constant
among detecting laboratories. (Shall we consider it is natural to have the difference in results by different
laboratory/company?)

Criterion of the high sensitivity CRP test for normal level is 0.02mg/dl in periodontology, but in medical
field criterion of normal is designated smaller than 0.lmg/dl. We do not have any criteria of judging micro
inflammation that shows the value more than 0.02mg/dl and less than 0.1mg/dl. Some specialist for diabetes
mellitus judges 0.04mg/dl as representing gingivitis, and 0.4mg/dl as periodontitis. Those observation are
far from my clinical experience. I believe there are many problems to be solved. But continuous use of
clinical examinations and screening made me more confident with my therapeutic orientation. I am sure
the road to “oral specialist” will be opened who aims not only giving conventional therapy to recover
masticatory function but can go beyond it to understand the patient’s nutritional status. That can be done
by visualizing the adequacy of the diagnosis by comparing the results of pre-and post- clinical examinations.
I am planning to measure the pre and post albumin (Alb) (reference value, 3.7g to 5.5g/dl) and total
protein (TP) (6.5 to 8.0g/dl). Another important clinical examination is the pathological examination.
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Many practitioners consider it is important to listen to the pathologists’ opinion. For example, bone
augmentation and maxillary sinus elevation are crucial for the Implant therapy, but much attention is paid
to the materials and the newest methods. Yet, without clinical evaluation of the newly regenerated bone
by pathologists, no secure and safe Implant therapy can be established. Therefore, I will show the Implant
cases with biopsy to ensure the bone-replacing status when using bone graft material and present my own
criteria for judging clinical examinations results. I hope this presentation help make wide use of clinical

examinations in dentistry.

M Profile
1988 Graduated Nihon University of Dentistry, Tokyo
1993 Opened Hasegawa dental office in Katsushika-ku, Tokyo
1998 Japanese Society of Periodontology specialist
2007  Japan Clinical Periodontal Society supervisory doctor
2008 Moved opened Hasegawa dental office to Chuo-ku, Tokyo
2009 Japanese Society of Periodontology member of the executive board
2014  Japan Clinical Periodontal Society implant supervisory doctor
2014 Lecturer at Tokyo Medical and Dental University
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Recent advance in pathology diagnosis of HCC
Keio University School of Medicine
Michiie Sakamoto

In my lecture, I will focus on three main topics: 1. multi-dimensional diagnosis, 2. immunohistochemical
molecular subclassification, 3. computational pathology/digital image analysis of HCC.
Detailed pathological and clinical study established the concept of early HCC, multistage
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hepatocarcinogenesis and also multicentric hepatocarcinogenesis. It is not rare to see cases with multiple
tumors showing variable stages and cellular differentiation spectra at once in each liver, and pathology
diagnosis is expected to give multi-dimensional diagnosis of those multiple tumors. At present, series of
molecular markers are available and applicable for precise diagnosis of HCC. By immunohistochemical
analyses on biomarkers associated with malignancy, cell signaling features and phenotype, a new
subclassification of HCC that reflects the degree of malignancy (B/S, W/B and -/- subclasses) has
been proposed, and the subclassification is expected to be applied in the clinical practice. With the
support of govermental projects, collaborative research among industry, government, and academia
has been progressing. A system was developed to quantitatively evaluate specific features in digitized
pathological images. Applying these techniques to routine pathological diagnosis will provide more detailed
morphological data to be used and analyzed. I will briefly overview these three topics and discuss present
and future of pathology diagnosis of HCC.
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A case of mandibular lesion, Benign or malignant?
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THMBD ADNIz. BORBIIHS N TR oz REGRATIE, BIHRIE AEL/AES IZh 3 Il %
AL, CD31, CD68, desmin. LCA., Melan A, SMA. S100 iZWFNHEETH . Ki67 BRI e A
EROSN Do T,

(Mt o] REOHER., BRI

A 34-year-old female patient complained of pain in the anterior mandible. Clinical examination revealed
ulceration of lingual gingiva in the anterior mandibular region along with exposure of the alveolar bone
with bleeding. An incisional biopsy was performed on suspicion of osteosarcoma. Histologically, the lesion
comprised cells with rich eosinophilic cytoplasm, arranged in an epidermoid and cord-like pattern, or
solitary distributed in histiocyte-like or multinucleated giant cell-like fashion. Immunohistochemically, these
cells tested slightly positive for AE1/AE3 and negative for CD31, CD68, desmin, LCA, Melan A, SMA, and
S-100. No prominent mitotic figures or Ki-67-positive cells were observed.

_70_



Cl-2
ST R % EE N PEIE B O — Tl 1

The multicystic tumor of the anterior portion of the maxilla: A case report
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The patient was 71 year-old male, whose main complaint was the pain at the set-up with denture. He
admitted to nearby dental clinic due to the adjustment of his denture, but this denture was not improved.
Then he admitted to the our hospital. The CT and MRI indicated the 56 X 49 X 47mm-sized, honeycomb-
like multicystic lesions in the anterior portion of the maxilla and nasal septum. T1 weight imaging showed
moderate intensity and T2 weight imaging showed irregularly low intensity. THe biopsy specimen was
diganosed as “malignant tumor, suspected”. After 2 years, he received the subtotal maxillectomy. At the
present, there was no evidence of recurrence and metastasis.

Histologically, the multicystic “tumor” existed in the maxillary bone. Fibrous capsule was not seen,
and the infiltration into the nasal septum and maxillary bone were observed. Each cystic lesion was lined
by the squamous epithelium with moderate atypia and degenerative squames/necrosis were seen in the
cystic lesions. The basal cells showed nuclear palisading and reverse polarity. The small area was focally
connected with covering nasal epithelium. Immunohistocamically, this lesion was diffusely positive for
CK5/6, CK17, and p40, whereas it was focally positive for CK19. Ki-67-positive cells existed from the basal
cell layers to approximate 7 layers.

Our question: pathological diagnosis and tumorigenesis of this lesion.
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Mandibular tumor
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A male patient currently in his fifties. 12 years back, he was referred to the general hospital due to
discomfort in right mandible, which was diagnosed as desmoplastic fibroma by biopsy but ignored any
treatment for a year. After one year, patient presented with expansion of right mandible along with pain
and diffuse swelling of mental region. Radiographically buccolingual expansion of right mandible from
ramus extending beyond midline with an ill-defined mixed radiolucent-radiopaque lesion was observed
Segmental resection and reconstruction were performed, but 4 years later, rapid expansion of the site of
reconstruction was seen. Despite of second-resection, postoperative irradiation and chemotherapy, tumor
recurred twice more. Slide 1 is primary lesion and slide 2 is a representative section of first recurrence.

Problem: pathological diagnosis.

_72_



R i 5 O 9 B

Bone tumor of the jaw
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Bone tumor may arise in any site, including jaw. Bone tumor is rare disease, and bone tumor of the jaw
is less common. The pathological findings of bone tumor arising in jaw may be somewhat different from
the conventional types, therefore making the diagnosis difficult for pathologists. In this mini-lecture, I will
introduce the general feature of chondrosarcoma, osteosarcoma, and giant cell lesions, and the characteristic
feature of these tumors arising in jaw.
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A case of odontogenic tumor presenting in the maxilla
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A sixty-something male visited our hospital for examining an asymptomatic radiolucent lesion in the
upper left premolar. CT scan indicated the irregular margin and root resorption of the involved teeth,
and then partial maxillectomy was performed under the diagnosis of malignant potential. Histological
examination of the resected sample showed that a dense fibrous connective tissue containing restiform or
small rounded epithelial islands similar to the odontogenic epithelium. The epithelium islands infiltrated into
the peripheral nerve and bone marrow spaces. Immunohistochemically, the epithelial islands were positive
for CKAE1/AE3, CK19 and p63, and negative for CK20. Ki-67 positive cells were rarely observed.
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A case of parotid gland tumor
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We report a 75-year male case of left parotid gland tumor. He had a rapid growing mass accompanying
facial nerve paralysis. In FNA findings, columnar epithelial cells with small nucleoli appeared as small
clusters. Intracytoplasmic vacuoles were found in some cells. Histologically, the tumor consisted of two
distinct components; pleomorphic adenoma and invasive carcinoma. In the latter component, the tumor was
composed by eosinophilic polygonal epithelial cells with distinct nucleoli arranged in nested and trabecular
pattern. In the center of the tumor, extravagated mucin was evident and loose cohesive goblet-type cells
were observed. Immunohistochemically, the tumor cells were positive for CK7, mammaglobin, SOX-10,
partially positive for GATA3, GCDFP15, androgen receptor and negative for CK20 and S-100.
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A case of mandibular malignant tumor in a juvenile patient
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A 20-year-old man was referred to the Osaka University Dental Hospital with complaint of tenderness
and swelling of the right mandibular region. Partial mandibular resection was performed under the
diagnosis of malignant tumor. Macroscopically, the tumor showed cystic lesion with a mass projecting into
the cystic space. Microscopically, the cyst wall was composed of the epithelium resembling enamel organ
with fibrous tissue. Malignant component was seen in the epithelial component which exhibited palisading
of atypical cells and sheet of spindle cells. Cellular atypia such as mitotic figures and hyperchromatism was
remarkable.
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The diagnosis of monoclonal gammopathies (M-protein) and IgG4-related disease
(IgG4-positive plasmocytosis in oral lichen planus)
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Monoclonal gammopathies (MG) are defined by increased proliferation of clonal plasma cells, resulting
in a detectable abnormality called M-protein. MG are classified as reactive lymphoplasmacytic disorders
ie. IgG4-related disease (IgG4-RD) and malignancies. Since significant disease can be present at any level,
several different tests. IgG4-RD has attracted abundant IgG4-positive plasma cells. Oral lichen planus (OLP)
is characterized by predominantly horizontal spreading lymphoplasma cell infiltrate. OLP were divided
into two spreading patterns, differed significantly between the horizontal and expanding type, and was
significantly associated with IgG4-positive plasma cell in expanding type. This presentation summarizes
diagnosis of monoclonal gammopathies and IgG4-positive plasmocytosis in OLP.
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Characterization and potential roles of bone marrow derived cells in pre metastasis niche
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THRBIIAON G D o7z, TORR2 G, il & Ik E SR, B2 IR & L TR %217- 720 R
BET V<Y AT, KBRS ISR T GFP Bt OB 238 mA & S, BiliCHEm L 72
lgix CD11by Gr-1 BEtETH - 720

(% £2] SRS CIHRERBRS X, B2 BMDC 28 L T, /2, MicHmL Twik
CD11b + /Gr-1 + BMDC 1Z. MDSC (myeloid derived suppressor cells) & & 2z & . R W H O M2
MDSC 2845 L, EBBE LR TWEREAZ R L TV A REEIRIB SN, EmiERESETH L IHTD
BMDC 238 LEEBANDOE 5.2 2 5725 MDSC 12Tk A LIS I Nk d o7z, W UEiEBlEGIZB W
Th, BEFPRLTL2EBERLENETR— T 5MIIIR R E2 517,

The pre-metastasis niche participates tumor metastasis has been the subject of recent studies. In the
present study, bone marrow-derived cells in tumor stroma were traced using the GFP bone marrow
transplantation model. The result revealed that a population of GFP positive cells showed high metastatic
organ (lung and liver) more than low metastatic organ (kidney). Myeloid derived suppressor cells (MDSC)
represent the major cellular component in lung. But MDSC didn’t increased in liver. The result suggested
that pre-metastasis niche structed member is different from each organ.
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Conditioned medium (CM) of oral squamous cell carcinoma (OSCC) promotes osteoclastgenesis

OB} BB R 52 B B A8 5 I JE Rk LTI B 220 B

OfMHE B4, LML S Ak &, il &8
(OWada Akane, Tsuchiya Maiko, Kayamori Kou and Ikeda Tohru

(B m] O R (OSCO) &, LI LIRFHE~NEERET %0 M T WIGEYH 5 O Tl
\ MU E O B A A S S N CHEE 2 WY 5, 38R Tld, ¥~ 17 7 — Y2 Macrophage
colony-stimulating factor (M-CSF) & RANKL (Receptor activator nuclear factor-« B) % TNF-a % eI /E
HSE5 2 & THAFMRATEE S NS5 MM E RN IGE S €2 X = X 22OV TIAY 2 KA v,

(FrEts L 0] ddY ~7 2oEf#i~r a7 7 — Y258 L. M-CSF O T RANKL T 24 By R fi L #
L7z FFUN M-CSF O A% 2 CTHEFRE L 72 FaPERHIREE, SCC & bRE38 Lo, SCC R MiEA A THiAE L
7RO W E b2 i L 7o F 72, BB L 7212 M-CSF & RANKL % 7213 TNF-a &l z 72
LOEGVERIE Lze DB, denosumab (HT RANKL HPAIHUfA) . infliximab (PT TNF-a hHIHk) 2
A+ RANKL. TNF-a OZ %2 il~_7z, SMifgid. R Tz S 7z OSCC ofilliatk. 3A. NEM. HOIN1
& i BB Rk O EBCL 2 Hw 7z,

[# 2] ATALEL L 7-MH2 % M-CSF ® & THEFE L 728 Tl g Ml L1380 5 e h o 7245 3A.
NEM & t8538 L72REB L O 2o ofile 0B 1ig 2 2 728 Tl g fiie b 2 8o 72, HOIN1
& EBCL 22 W Tk & MR AL E R 235880 & e 20 o 720 3A. NEM @ LB 38 8E, Br 48 R RN
denosumab ¥ 7-13 infliximab % Il 2 T b B 5 MLIZHE S Nk D o 7225, ENENOREMERREE Tl
T E LA HE S 7z,

[ Fw] —&o OSCC . MMl i B L 2 & BB Mg b 2 8 2R T2 5L, €0
) X 1ZBEAF O P RANKL HAIPUfAR,. $T TNF-a FAIPUATIZHETE 2 W L2VRE Nz, 4. ZOWER
FERFET S L THREICNT 272 0RENS RNE 2 LI s,

Oral squamous cell carcinoma (OSCC) is suggested to promote osteoclastogenesis, but the precise
mechanism remains unclear. After 24-hour pretreatment of RANKL, mouse bone marrow macrophages
were cocultured with three kinds of OSCC cell lines or a lung SCC cell line. The pretreated macrophages
were also cultured with conditioned medium (CM) of SCC cell lines. Macrophages cocultured with two
of three OSCC cell lines and cultured with these CM strongly promoted osteoclastogenesis. Neither
denosumab nor infliximab interfered the osteoclastogenesis. Specifying this soluble factor secreted from
OSCC is expected to develop a new therapeutic target for bone invasion.
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DKK3 knockdown confers negative effects on malignant potency of head and neck squamous cell
carcinoma (HNSCC) cells via PI3K/Akt signal and MAPK pathways

Rl KAF KA

=

I M4 IR A 03 0

OFiEs, BEs—
OXKatase Naoki and Fujita Shuichi

FEH OIS R (HNSCC) OHEE 29 M #IA T & LT DKK3 Z[H%E L. BT 217> C
Wb, TNFTIT, (1) HNSCC Tid DKK3 BT FHRARTH S Z &, (2) HNSCC #fiffie T DKK3 5
BT Akt DY) YR LA A L CHES ML - 28 - EEE ARSI eI L e mE Lz, I hoh
51%, DKK3 A% HNSCC » i) # 9% oncogenic function ZH 35 Z LR RIBEINT WA, FDRGEE
D7z, KIFFETIE HNSCC MiliT DKK3 / v 7 57 v %47\, Z OB L7z,

b b Sk HSC-3 Ml 12 DKK3 129 % shRNA # lentivirus Ti# A L. stable knockdown #ilfg (HSC-
3shDKK3) ##. L7z DKK3 / v 7 ¥ 7 » % western blotting & Real time PCR THEZER. Mg~ D2 %
MTT assay, migration assay, invasion assay CTHEi23 % & & B 12, nude mouse & T ~HIAL D REAE % 17\ LA
KT L72o DKK3BEIFEBIC L o TELT 5 ¥ 7 FIVOBEREIZ DWW T microarray & pathway AT ¢
M# L. western blotting THEFE L 726

HSC-3 shDKK3 Mg Cid. =¥ bu— VI LC DKK3 58, Milaigsm, ek, ZBEtoaeTrvs
BT L, R TRBMATLABICHEEAMKT L7z Pathway f#HT Tid HSC-3 shDKK3 Tl Cell cycle
related gene, PI3K/mTOR/Akt pathway, MAP kinases % & ¢r 32 @ pathway D525 5 N7z, Western
blotting T, HSC-3 shDKK3 s T» Akt., PI3K. PDK1. mTOR. p38. p44d U Y BRALIL FA%386 & M7z,

PLEA 5, DKK3 28 HNSCC TIZIFRMIZ Akt DY) Y b2 L CHEE O EEEICE L TB )., DKKS3
A HNSCC HIfHOFE R 72 5 — 7 v b TH AW HetEHmk R Sz,

We previously reported that over-expression of DKK3 in HNSCC cells resulted in elevated the malignant
potential of cancer cells via phosphorylation of Akt. Here, we performed loss-of-function analyses of DKK3
in HNSCC-derived cell.

We generated DKK3 stable knockdown HNSCC cells by lentivirus-mediated shRNA, which showed
significantly reduced cell proliferation, migration, invasion and in vivo tumor growth. Microarray and
pathway analyses revealed reduced phosphorylation of Akt, PI3K, mTOR, p38 and p44. All the data
strongly suggested that DKK3 might play oncogenic roles in HNSCC via PI3K/Akt/mTOR axis and MAPK
pathway.

DKKS3 might be a promising target of cancer suppression of HNSCC.
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Role of prostasin in oral squamous cell carcinoma

AR A R S AR B i AN S - AR RE AT B

OWARRL & . JNHOERLT. e W FHEE
OYamamoto Koji, Izumi Aya, Kawaguchi Makiko, Fukushima Tsuyoshi and Kataoka Hiroaki

Prostasin (PRSS8) 13t M HIFHE XN/ GPL 7 v # —HEfEat ) v 7ur7—ETh ), Mk
Ry v FaF7—¥A e ¥y —Tdhs HGF activator inhibitor type-2 (HAI-2) 2L DHlH I LTV 5,

Prostasin (ZJ24E 127 0. SR L. FFAZE. FIZBREREZ I CDE TV LD OMBIDOHEIC
BOWTZOREAMMETLTEBY, WHAHEMETE L TRETAZ EPMEINTE 2, EBEFK 41X, HAL2
Jy 77 MIZE ) IR EBRE (OSCC) Mifgoieng - mIZTHEL, TNHIEHAL2 /v 7 7Y b
12 & % prostasin EIHEIHICLHDDTHLZ L2 L7z, L2L. OSCCIZBIT 5 prostasin DRI 7%
BRIZOWVWTOHE TR W,

AWF7EiE OSCC 2B % prostasin DFEREZ SIS 5 2 L 2 HWE L7ze £9. OSCC #ilid 8 ¥k & A
sefbe MR TH % HaCaT MM % vy T prostasin DI ZMER T 5 &, HaCaT ML ICEXTLETD
OSCC #ifig T prostasin FEBAMET LT 72,

Z 2T, & b OSCC Hik 2 H\ 72 502 Mk = 1 2 3 R° TCGA BSAT ) AT — 5 RX— A % [\ 72 gl % 17
V., prostasin DRI 2 BFICOW TR 2175 72,

Prostasin (PRSS8) is a glycosylphosphatidylinositol (GPI)-anchored serine protease purified from human
semen, and is regulated by the transmembrane serine protease inhibitor, hepatocyte growth factor activator
inhibitor (HAI)-2. In the current study, prostasin expression is decreased in a wide range of cancers, and
prostasin is a suppressor of the malignant phenotype.

Indeed, we reported that migration and invasiveness were enhanced in HAI-2 knockout oral squamous
cell carcinoma (OSCC) cells, which are due to overexpression of prostasin by HAI-2 knockout. However,
there is no report on the clinical significance of prostasin in OSCC.
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Significance of podoplanin expression in cancer-associated fibroblasts (CAFs) of oral cancer

1) BRI R A7 205 TR 0 T ¥ 6 27 Al P o B2 07

2) BRI R 5 o AR T R T VG e e e LR GH BRI AV R o7 2 97

3) BG4 B el I M A P A R T2l e SRR A W 27 4 B

OFbrnz V0 EHMAY, B5 #Y, Blae Y, akm Y, SFEm Y, & K

OlInoue Harumi”, Kaneda Tomohisa®, Hoshino Miyako”, Miyazaki Yuji?, Kikuchi Kentaro”, Sakashita
Hideaki” and Kusama Kaoru"

AR BOEEZEZ L EC iillne 2hz & ) I AUNREOHBEEHOEZEEICTHEA»HE T > T b,
FTh, AL AR ST S 2 ORI Z 52 7z aAEEE I (O B AR AME SIS, CAF : Cancer-associated
fibroblast) 2%, HFEREOMENE ZEHE L T2 & DIRFLE 72T HER OB ED A5 2o NBBL OB A
IREMNT2¥ ¥ 7827 4 podoplanin A%, CAF IZBWTED L ) REBEBEEZET LI O0WTHIZEZ BT TW»
%o ArlEl, CHEREJE PE O #AE SR 31 % podoplanin DFEHBIFEIZOWT, CAF DY =7 —¢ SN Tnwb
a-SMA: a-smooth muscle actin & FAP a: fibroblast activation protein a D ZEIHLENHE & D LB 217> 72D
THET %,

(B B] OOPERE LR L W S 2 JE I3 55 6l & #ix 5 5 B o #HE 3 ML 12 31 % podoplanin,
a-SMA & FAP alZxt 3 % REMMALF MR % 17T > 720 @IEH i WA AEF ML, PGF: Primary gingival
fibroblast #. EGF. TGF-8 1 7 & OGN T ORI T T 4 D0 PR MBg ko 1iE# TH;# L. podoplanin.
a-SMA. FAPa®JHEhHE%# real-time RT-PCR & Western blotting THE L 72,

USR] QOIS JE PH o> #54E 3 H K © podoplanin Btk & 72 - 72 D12 65%. Z @ 9 Ha-SMA, FAP a®
B PEsRIE & %4 78%. T2% & 72 o 720 @UTEEREMNRR O L35 TR 28 L 72 8HESF M 12 B W Tlid. podoplanin,
a-SMA. FAP a D% 4 O%8 TGF-B 1 Flg T TILAET 2MHTICH - 72,

[ %] LLEX V., podoplanin Btk DREMESFMINLIE CAF T V). 1P N 35 PH oD F50HE 3500 e 259 40 i
LS A2 & TCAF & LCOMMZN O, podoplanin #H % Ut 28, ZORE, MoOEREZREL. 20
AHZALELTTGF-B1 25 LTwaBuRetEdvr & iz,

In recent years, the mutual interaction between cancer cells and their microenvironment has received
much attention. We have been focusing especially on cancer-associated fibroblasts (CAFs) in oral cancer,
hypothesizing that podoplanin-positive fibroblasts may act as CAFs and promote cancer progression. In
the present study, we performed immunohistochemical and molecular biological analyses including real-
time RT-PCR and Western blotting to clarify the significance of podoplanin-positive fibroblasts. Our results
suggested that podoplanin-positive fibroblasts are indeed CAFs because they express a -SMA and FAP a,
which are considered to be CAF marker molecules, and may contribute to progression of oral cancer upon
simulation with TGF-f 1.
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Ladinin-1 (7 7 7 Y FEEOFRE Z - L. LRV RE R o 35l & ik % HlH 5 %
Ladinin-1 regulates proliferation and migration of oral squamous cell carcinoma cells via mediation
of actin dynamics

D) B REARAEBE R S22 WEJERE 155 Wi B 4720
2) Fri| R AR A BEDR o A8 S iF 2R LR B2 o) B
3) B R AR A e ok R B A =

OFTgREt V) s 222, Jdul Y, sREE—"
OAbe Tatsuya”, Yamazaki Manabu?, Maruyama Satoshi® and Ajioka Yoichi"

[ =] OMERSELERHE (SCC) - BRI CIS IZEB oI L e oI BN AT 2K T 5, 20
B CORRIRIB Y 8 7 F % AT Lo i SCC/CIS MUERIF RN & 80 HE TR L2 ZD ) b,
1/ SCC i TOMEED AW 7 ladinin-1 (LAD1) OEREMNT21TH) 2 & & L7z,

[ ] CE SCC Reagsifatk (HSC-2, 3. 4) ZHvy, LADI JRTEf##T &, siRNA 3: % H v 7= KR BB fdAT %
11720

[ ] SMakkid. LADL # T BIAVEORBATER S /o siRNA #:% H1\wC LADI 288 % 3l 3 %
L WMk T D MR SIIH X b & L B2, scratch assay CTHINE®EEE A PIH] &7z LAD1 @
HBNRAEZ G L2 2 2 A, SuEdRE T, LADLISHIBE OB \RIET 5 & & 12, PRoMiasan
Z—RBET B, a0 —WRIHIRICEEDED SN BN A SN, & S IR IGIEMEE X 585
T3, LAD1 I ZBEIRIE R @ actin arc EADJGFEDFRD 5172, Myosin [IA & LAD1 O & 7% 7% 3L R etk
D SN h o Tz,

LAD] #Pill# e < o Mfe B 5 B H o fm T O3B H % PCR array 2 W THE L7- & Z A, paxillin ® Rho
GTPase 3 % L OB OB T ORI % 8072,

[# ] LADI1 ASIE SCC Mg o g & BB 53 2 WREME S O e 2D, TOXH =X LH
acto-myosin 2 X AHEIGE L D DL LA actin 0 FOES - BESBARICEET 5028 &, LADI
DNEFE D B G- AR S 7z,

We investigated the function of ladinin-1 (LADI) which was identified in oral squamous cell carcinoma
(SCC) tissue adjacent to the non-cancerous epithelium by proteome analysis. Oral SCC cell lines, HSC-
2, 3, and 4, expressed LAD1. LADI1-knockdown cells showed inhibition of proliferation and cell migration.
Immunofluorescence analysis revealed that LADI was localized in the actin arc. There was no obvious co-
localization of myosin ITA and LADI. LADIl-knockdown cells showed down-expression of 11 cell-motility-
related genes by PCR array. These findings suggested LAD1 was associated with proliferation and
migration of oral SCC cells via regulation of actin dynamics and involved in tumor progression.
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FUCAL is a useful diagnostic marker of mucoepidermoid carcinoma

OB} BB R 52 B B A8 5 I JE Rk LTI B 220 B

OfRHEf. tHHE & Sk % il @
(OlIshida Shoko, Kayamori Kou, Sakamoto Kei and Ikeda Tohru

[# =] aL-ducosidase 1 (FUCAL) 3V VY —AlZ&EEITNLEEFEO—M T, MIBEER O 5
fucose &% 3R AW E 03D 5o WAEDHIIETIE, p53 DERN D 5 R45ALHFIRIRNE T FUCAL O %8
KTFAH 2 EMEINTVDEH, —HT—HOFAMER FIRMIALINE CHROEBHAPAONL LOHELH D
FUCA1 OZEBHEHEMEIC O W TR 2 A%

[H 1] FOMMEIC X > TREAEZ S FUCAL A%, HEHEBOEE TED L ) 2588% LTW5 00
DWTC, SN R E & KRB D W TGS L 72,

[J7 #:] REHEERE RS TRAE ZUT 7285, BB T 2001 4E~ 2018 4E O RZAVEHG BT B & 72k 38z
5 24 B & TIRERG - Lo 22 B % JH T FUCAL D581 % SaE ik b -1 ET L 72

[ 3] SeERR L m1c, FUCAL R ERHEIC BT 24 Birh 14 B Coibatk %, 8 Bl CHMtE %R L 72
A5 e B R R <l 22 Bk 1 BHC O AEERMEZ 7R U7ze REZBHE Tl LR M, W BRI, i e
DWIFNHFEA ORREIZHEIER R S N7z RiFREIEIZEB W T low grade & high grade JEBI THOIIH D E N
FHERCR SN o 2208, FHERMI T, X0 RmiEoEn g8 Sz,

(% 2] WiERB R voiAe. PR, B B MR IC X DR s a 2s, B MRS KL K E D %
JEBI Tl R OEINCHENIELD Z Db, W, 2F ANV I U EOMHEEMBIZE Y. K
WM 2 MRS 2 T E SN TE LD, BB E 2 & o/ TSR O € SN & 72 2354805
%o S MOWZETIE FUCAL OFSBATIER - LR & B L THIR B CTHBEICEETRDOLNTE D,
FUCAL MEBIEOZMICH A~ — =1l b LE 2 N7z, BIBMO L) M EREG5720, B
TE po3 ZROFMEIIOWT, KIS =47 V=T 2 DTV 5,

Alpha-L-fucosidase 1 (FUCA1) was shown to be decreased in anaplastic thyroid carcinoma with p53
mutations. Conversely, other studies suggested that the expression of FUCAI was upregulated in some
breast and papillary thyroid cancers. However, biological significance of the expression divergence among
different cancers remains unclear. Here, we examined the expression of FUCA1 in mucoepidermoid
carcinoma (MEC) and oral squamous cell carcinoma (OSCC) by immunohistochemistry and found potent
expression of FUCA1 in MEC cases whereas very weak in OSCC cases. These results suggested diagnostic
value of FUCAI in MEC, especially in squamoid cell-dominant MEC.
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Extracellular ATP suppress HSY cell growth

AN R R R AR A7 BB B

O% bk, #IAR—
(OKikuchi Takeo and Tsukinoki Keiichi

[H ] MERRRE D —>2 & L CHERIRIES 2SS 0. FICH FIRICEFSET 50 MO BERZ HIEFIHEST
BEER P THEERTHETTL25005% 0, L2L, ZOHRBEBEED A H = ALV TIEREM 2GS
NTWiwv, EE, HEMBAOERE LTP2X7 L7 ¥ —25EH EhTwb, P2XT7 Lt 7% —3Milast
ATP L& 7% —O—HTH 5, P2X7 Lt 7% — ORI E KRB M ATP 12 X 0 Hl B 2
B LV ERINTVWE, 22 THAIE MIEA ATP HSH T BRIES Rk HSY OEFHIC K IT 3 5%
BIZOWTRZICHSMIZEN TR WZ EIZHER L7,

[77 #:] HSY fife, b MEHERH ML HEK293 Z 4/ L. HSY Mg X 0 HEK293 Mo P2X7 L+ 7
% —® mRNA O3 % PCR CTHEFE L 720 S 512 HSY Ml % . MEEEAKLARY. BERMKLAAOIC D EBRZ 1T W RERE L
720 F 72 HSY Mg £ 08 HEK293 Mifglc P2X7 84k 7 v % T= A b TH % A-804598 (Tocris) TNz
P& iR L 7=, HSY Mg & 08 HEK293 Ml % # 7% 12 B0 A-804598 L. D% ATP % ik
RAFEICHI B LT L, A8 BEIRICENZN D well OB E 354 oo ATP ®RZFHIIL72. 720 <7 AD
WICHSY Miifa 3% <&, 10 HHICHW AL CTEXAZ L 2R L2, 3 HaF catills X o8, aHiR#ic ATP
(BRAFCIEEE 1,000 M/100u L)« 2 >+ @ — VEEIZ PBSI00 1l 2 35T U720 F 7273528 H HIZ b 5D A T - 720

[FE5B X %] P2X7 Lt 7% — mRNA O%3liZ. HEK293 X ) HSY O M E W2 L 2EE TS, M
fast ATP (338 BEARAE LS  RE RS9 & HSY MR oMl 2 3 U720 F 72, B EBICB W THIE
B OPIHIAFRD S 7z, Mgt ATP © HSY M EIHNIL P2X7 L2 75 — 2 A LTV 5 T LAVRIE S N7z,

Parotid gland tumors are characterized by slow progress and are usually painless. Other tumors have a
more rapid growth and can be painful. Parotid gland tumor growth mechanism has not well documented.
In this study, we use human parotid cell line (HSY cell) that is originated in tumor of parotid gland. We
analyzed the influence of adenosine triphosphate (ATP) stimulation to HSY cell. This analysis showed that
extracellular ATP stimulation inhibited HSY cell growth but not HEK293 cell growth, which cell is derived
from human embryonic kidney. Recently, some groups showed extracellular ATP induces cell death in
high P2X7 receptor expression cell lines. We detected P2X7 receptor mRNA expression in HSY cell is
higher than in HEK293 cell. This result indicates that extracellular ATP inhibits cell growth via high P2X7
receptor expression in HSY cell. These finding suggests that parotid gland tumor growth is associated with
extracellular ATP and P2X7 receptor in the parotid gland.
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Origin of odontogenic lesions considered from the existence of melanocytes

1)k PR At iy R 2 B 2 B B 2 P
2) FEHEABER SR A P B 2
3) BAEEBERFARIEERRIE L > & —

OBFT & 2L BRI VL (M 2, a1 20, AN 29, MHEEFE 20, AR 20, WY WY,
R A0 2

Olsomura Madoka?, Sakurai Kouhei", Sato Nobuaki?, Kawai Ryoko* ¥ Yoshida Waka®®, Sugita Yoshihiko*?,
Kubo Katsutoshi*?, Urano Makoto" and Maeda Hatsuhiko®”

[H )] #RHskD X 5 2 A4 MIIER 2 &0 FRHKRIC A S AT 555, — IS ENICASR
52l v, —HT, FHEWNICEAE LZZEEMREICA 7 = Y REORERBD LNz W) #HErH %,
AWFZETIZ. AT /2 H A FBIURX T = VB DRIED O R EEIRE ORI EIZDOWTELE L 72

[77 2] %30 EFOWREN., —F A v Rz, sEM AL (OKC) #i% & L. Melan-A B X O
HMB45 S8 4mIc D X5 /A4 b, Y 2aT—VEILHME (SR) ICE DV AT VikEDOHEZFEL 72,
X512, OKCLI0 FEBNC DO W TR e MFE 24T - 720 T 720 OKC TIXAIER 2 30 ik Al D A5 EHTE L 30 7%
VL E o g 08 U CHBRGT L 72,

[R5 R] SRAREERL Tl B X O SRIGIHICBERETH - 720 T F AV ERIE Tl et CRatk%
ZA5N7205 SR TRAD SN Gh o720 OKC TIETF XV FRE X 0 @RI 0E gt O B SR A A S .
SR FaEf% b 8D SN2/ EFIE 2 H R L TS HIRFEZ T 720 OKC30 FERI L 110 EFVThoEE D,
TER B X O SR BRI Sl & L L CTHEFEFICB W TAHRICREEISRED b,

[# &) AT /79 A PSS VIREPRICEO LN Lo 2WIRERIZ. 2T /94 VP EELEVT
kDO LRE@EKRICHET2EEZ 0N AT 794 NORDRD LN F AV EEEIX, 25 7% 4 b
U AIKALBB DR OWKE ER Bk EZ 2 SNl 720 OKC E BN AT = VikENALN L H o 72 M
Mo, BEEREICBWTIE, 27 /794 boR#ASHH S NS LHELZ SNz, OKC b= A v LRz fiE & [H
FRICRA T 2% A4 N &G AIKALREBLRT ORI LREBREEZ b/, S OICHEFEFR L P EER L O
Mo, HEFEBFTIIRE LESHRE 250120 L, WEEEF CIROWHBEOANL MY 4 v e o LR
XTI vEDLEEBRE VST AT A AL v BRI SHK L 6 2 L AVRIE S T,

LY. HWEMRE, BOIERICE L 2T 794 N ERERBEOMEIZOWTOMRENLETH b,

The aim of this study was to compare the existence of melanin pigmentation and melanocytes in
ameloblastomas, radicular cysts, and odontogenic keratocysts (OKCs), and to clarify the different origins
of these odontogenic lesions.As a result, melanin pigmentation and melanocytes were shown in OKCs,
only melanocytes were seen in ameloblastomas, and neither melanin pigmentation nor melanocytes were
seen in radicular cysts. It can be presumed that these odontogenic lesions have different relationships
between their origin and melanocytes. Radicular cysts originate from the epithelial cell rests of Malassez.
Ameloblastomas and OKCs originate from early dental lamina before its calcification.
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Odontogenic tumors revisited: Analysis over a period of 40 years in Hiroshima University based

on WHO-2017 classification; probing into the “cyst versus tumor controversies’ from WHO-2005
until -2017

1) Department of Oral & Maxillofacial Pathology, Graduate School of Biomedical and Health Sciences,
Hiroshima University
2) Center of Oral Clinical Examination, Hiroshima University Hospital

Shrestha Maduh”, Ogawa Tkuko?, Miyauchi Mutsumi Y and Takata Takashi"

[Introduction] “Odontogenic tumors” (OTs) are a heterogenous group of lesions and bears a deep concern to
oral clinicians. Although many series of OT's from different parts of Asia have been published, relative frequency
from Japanese population is limited. Introduction of new entities and re-inclusion of older terminologies in WHO-
2017 have been appreciated as well as debated. Cysts such as odontogenic keratocyst (OKC) and calcifying
odontogenic cyst (COC) were classified as neoplasms in WHO-2005 which stirred controversies. Here, we re-
report the relative frequencies of OTs and justify the changes based on new classification.

[Aims & Objectives)

+ To report the frequency of OTs based on latest WHO-2017 classification

- To probe into recent classification with histologic and clinical evidences

[Materials and Methods] All OTs, OKCs and COCs in Hiroshima University Hospital were retrieved from
1974-2015 and classified as per the 2017 WHO classification. Age, gender, duration, primary site and extent and
recurrence were recorded in excel datasheet and analysed using the SPSS-version-12.5 with statistical analysis.

[Results & discussion] We retrieved oral cases constituting of 399 OTs; 975% benign and 25% malignant
with a total of 1.2: 1 male: female ratio. Mandible was twice involved than maxilla. Ameloblastoma (44.26%) was
the most common benign OT (lower incidence rates than most Asian studies) while ameloblastic carcinoma
(15%) the most common malignant OT. Odontoma (39.1 %) was the second common OT (higher incidence
than other Asian studies reported). We reviewed histology and clinical information of recurrent and non-
recurrent cases of OKCs and COCs to probe into its “cyst versus tumor  controversy. Among the 317 OKCs, 61
(19.24%) were recurrent including 14 syndromic cases related to Gorlin -Goltz syndrome. Interestingly, only 9
(19.14%) of the sporadic cases with recurrence showed presence of daughter cysts along with 2 (4.25%) cases
showing mitosis in the lining epithelium. Similarly, daughter cyst (n = 2) was noted even in randomly-selected
non-recurrent OKCs (n = 50). Notably in non-recurrent OKCs, 90 % had been treated with enucleation and
10% with curettage, with an uneventful follow-up of more than ten years. In contrast, almost 46.8% of recurrent
OKCs were treated by curettage; highlighting an important probability that recurrence in OKCs might have
been due to insufficient removal (treatment such as curettage than enucleation) rather than due to a true
neoplastic potential. None of the COCs (long follow-up) showed any recurrence/mitosis supporting its cystic
nature. Therefore, clinical and histological evidences in this study do not support the potentially aggressive
nature of OKCs and COCs as described in WHO-2005, it supports WHO-2017's concept of OKC and COC as a
cystic nature. Each odontomas (total 156 with 2 ameloblastic fibro-odontomas/AFQOs) were reviewed clinically
and histologically with no obvious clinical relevance to justify them as separate entities. One of the AFO was
simply treated with curettage without any recurrence over a long follow-up emphasizing the developmental
hamartomatous nature of odontomas.

[Conclusion] This is the first frequency of OTs report based on WHO-2017 classification which discusses
the changes in the recent classification. Furthermore, large scale studies are encouraged to justify the new
classification so that any significant differences can be recommended for the next classification.
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Effects of keeping the free-gingival graft in the preservation solution at 37C

1) RBREERF R AE L1PE S B 7 I
2) KRR F o FHE = BH P FE S
3) KRB BRE R S B o

OMHEFHT Vs B EZ Y. s Y. IR 2. | Y, sxfd Y
Olkeda Chihoko", Okamura Tomoharu", Takeuchi Tomoki", Nishikawa Tetsunari®, Tanaka Akio® and
Tominaga Kazuya”

(B ] s AR AT X 6 A 0B % 1B 5 -0 ORI ILE D —DTHh 5, FED K —
M OAVEICYIBR S BRI Eo A AKP CRAE SN D 2 & 2% v, EarfERRiciE, B 37C =
ICUNOKRIRAEFREDTEE L STV B, WEERABAR 2585 2 B oO@IE 2R EITDO W TIERZH
LRI ENTW RV Al 41 37C Il L7z 8 ih CRALR 2 0/ L. NI X 2 282~ HIW T,
BAR \CAHIET 2042 BlgE Lz, T2, IREZLICHED I b3 v B 7RO 2o v TR
B HWTHE L7z,

[FHF & ] 8 ks Wister 25 v & ZHRAME: (F27 AXAF IV UVEE, 3454, RV N
VEZ —)uF b L) THEELRFRREE () A4 V) &t L7258 1350 OB AR 2 5L 720 & v
F 7L — N T37CITE L 720 CEBRAEAK, 73 BREHR) TRBEFZHRALL 0 EERE, JE
TR 2 SRR L U7z BRAFEHINE 1M & L, Live / Dead assay kit & i\ CHIBL D 458 2 e B L —
VB TBIZ L7z, /20 IER e PEERMESME (NHDF) & HwC. 25 LRk &L ozhzh
OO I bay R 7iEHZ MTT 7 v A4 F v Mok THlEL 72

Ui 3] 37°C I L 728 CRAF L 7 el s WA Cld. FEIMIROBE CHRAF L 72 DIk %
S OAMBLZBIZR L7z T2, JEMEOEE CHRAFE L NHDF Tid 3 ba >y B 7iEEAMETF L Tw 7228,
37CITHR U 7285 CHAE L7 NHDF T2 3 ba > FY 7IEUIRE I R TV,

Ui Gw] 37°CIThmii L 7= S\ 3 e s g R Al OBRF IS I TH 2 2 L aVRIB S 7z,

Excised free-gingival grafts are usually kept in saline at room temperature. The storage temperature
for the free-gingival graft is undefined. Living cells in the gingival graft from rats were observed in
preservation solution at 37C. Normal human dermal fibroblasts retained higher mitochondrial activity in
preservation solution at 37C than room temperature. In this study, we suggest that free-gingival graft
should be preserved in not saline but amino-acid transfusion at not room temperature but 37C.
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Localization of cornified cell envelope related proteins of the oral mucosal epithelium

1) RAABERE R AE LIPS B 7 I
2) ARAR R AR A BERT AL RE AT

OB ', Rita Rani Roy”. #&kesk M2, I E#AT Y. B4 >
OShimada Katsumitsu", Rita Rani RoyZ), Ochiai Takanagal'Z), Kawakami Toshiyuki” and Hasegawa

Hiromasa®

[B ®] Tansglutaminase (TGM) 1ZZFEEZIZFLE L, Involucrin (IVL) 7% &I % 4446 L C U = B
g AHZET, Abo—uixiH ) . A ITREHBFANTEL OB LEICBIT 5 TGM L EEDJF
&2 MET L7z,

(77 ] BURSEE 1z 5 B, SRR LRz 5 B, B AR I Rz 8 . T35 Rl Bz 10 9 2 k512
TGM1 & TGM3., & TH» 5 IVL & Small proline-rich proteins (SPRs) (Zk3 5 —RPUE % vV THIEGE
ATV ERNORAAEZMEZEE. [R] 2 HWTZ 5 A 57500 & BERMNT 2175 726

[# 2] TGM L HREORAEZ D LXK 47 T A YW LR, — S0 ISR L 2 By €. BRI
Bz & FH R R ORE, ISR bRz & B AR L2 ORES 2 o B IEMAL R R RE & SE AL B REIC
oz,

BB RAT L7k R B WEE Y X HOUTORMAREMURTERNTH S LAREI NIz, 1)
TGM1 : g & AREOMIBE 2) TGMS : AE FE oM, EREEoMEE 3) IVL : AlE g
ORI E &M, ARUE TR OMIEEE 4) SPRla: ARUE LEoOMEE &8 5) SPR2: AikE ko
HalE % 72, R B 5 287 HO LT O A DB Z /R T RN TH S 2 LHVREN7z. 1) TGMI - A
RFREoOMMEEE  2) IVL., SPR1a. SPR1b. SPR2. SPR3 : FE oM,

[ %2] TGM LB DRI X o Ty LIPERIE 1Rz i3 135k IE 1 iy & s Akl e L iz o 85 A4k Rz .
JECRGIRE 1 Bz & F s 1 B2 o FE AL Bz 0 I KB & 7z CIPERE I S g b e dE b 2 R 32K & L T,
TGM LB DD DI D5 A BT 5L TEZ, LX), BRI D S 5 ¥ X7 O JRLED
AL BBz EIEAIL L O b2 BT AR T TH S EE 2 bz JEML LRI TE AL Rz Tld s
T B & 8 B A2 R Ly BER TGM 28X DIEHICHEEE L Twas LIS,

Tansglutaminases (TGMs) crosslink the substrate to form cornified cell envelope (CE), which result in
keratinization of epidermis. We immunohistochemcally examined the localization of TGMs and substrates
in cheek, lateral tongue, palate and outer gingiva. Data were statistically analyzed using “R”. As a result
of cluster analysis, all cases were divided into parakeratinized and non-keratinized cluster, except for some
palatal cases. A univariate analysis revealed that characteristic localization of CE proteins could be factor of
parakeratinization or non-keratinization. CE proteins intimately contribute to oral epithelial differentiation.
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Dedifferentiation of Epithelial cell rests of Malassez by epigenetic agents and induction of the
osteoblast differentiation.

1) bl PR OR w2 PR A AR BRRE - i RS R PR L1 B 700
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4
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OYoshida Koki", Onishi Aya”, Paudel Durga”, Neopane Puja", Hiraki Daichi", Adhikari Bhoj Raj",
Morikawa Tetsuro”, Uehara Osamu®, Sato Jun", Nishimura Michiko” and Abiko Yoshihiro"

[#5 - HW] =¥ T =74 7 A%, MBOFSL - e oMFEz & ke 2 bz L < h,
DNA i x F LA & X b Y L7 2 F WABEER BERNC & 0SS sisfilaft 32 2 s shtn b
(Nature. 2008; Nat Biotechnol. 2008) . % Z TAMZETIX, WMRIEICHEA TS~ T v EEMBIC =YY 2 AT 1
7 ARIEx IS U A~ OB EREORRE] 7 © TN B 3EMIa~ D 5 LEFEREIC DWW TIRET 375 Z & 2 ilA 72,

g - ikl 785 < 7 vt BEMilaE. SIEFRMEFTICT IEMER L gt 3 ra— vt
(M0 5Aza (DNA Bix FUALAD) BEARIEE. v 7aE (e 2 b YBL7 2 F IV LEEERER]) B
i, 5Aza &NV T U RILRINEE, TOBREREZMERME L, BHOA TS B 1 HEBIEE L2, 1.0 2 HHE;
#2812 qPCR #: %2 FHl W Tl ~ — 7 — @ Nanog, Oct3/4. Sox2, Klf4 B L &5t~ —#H —12>WT mRNA
BB &M L7o % 72, Alkaline Phosphatase (ALP) #:ffi, Nanog. Oct4 ® % & fH k1L 4 i, SSEA4 @
Ta—HA AN =T EAT o 720 WIS, BAL S 7010 2 3 ML LB B 1l € 1 ~ 2 AR R 28
%, COL1A2, Osteopontin, Osteocalcin ® mRNA Z&BlLIZ DWW THES L7z,

[ H] oPCRZEOFEFE, 3 ¥ b u— VBRI 5Aza HAZIMEE R IR Cistilie~ — 7 — ORBH &
W ER L. 2 AR Z oI EEE TH o 720 720 ALP a2z 5 N, Nanog. Octd O ik Iba
Jett Tl 5Aza HMURIFERLIMINEE CH O 2B UE 2R L7ze 70— A X M) — T CTld, 5Aza i
MR ILAINEEC SSEAD DSBS A L7z B LRI TIX, 5Aza HUMRINEE & IR INEE T o COL1A2,
Osteopontin, Osteocalcin @ mRNA %3 7 % 58072,

(% @] =¥y =474 7 ZAREE~ T v 2 LEMROBGMES X OB ML 2 FE S 5 2 LAVRIE S iz,

[Objectives] Epigenetic mechanisms regulate multiple aspects of normal development including stem cell
maintenance and differentiation. We examined the dedifferentiation of Epithelial cell rests of Malassez (ERM)
treated with epigenetic agents and induction of the osteoblast differentiation.

[Materials and Methods] ERMs were cultured in ESCM under the following conditions: no additions (control) ,
5-Aza-2-deoxycytidine (5Aza), Sodium Valproate (Vpa), 5Aza + Vpa for 7 days. From 8th to 14th day, all cells
were cultured in ESCM alone. We determined the expression levels of Nanog, Oct3/4, Sox2 and Klf4 mRNA by
gPCR. Next, We determined Immnocytochemistry by Alkaline Phosphatase (ALP), Immunofluorescence Analyses
(Nanog, Oct4) and Flow cytometry (SSEA4). These cells were further cultured in osteoblast induction medium
for 1-2 weeks and we determined the expression levels of COL1A2, Osteopontin and Osteocalcin mRNA by qPCR.

[Results] The expression levels of Nanog, Oct3/4, Sox2 and Klf4 mRNA in the cells treated with 5Aza + Vpa
were significantly higher than in controls. The cells treated with 5Aza alone and 5Aza + Vpa were positively
stained with ALP, Nanog, Oct4 and SSEA4.The expression levels of COL1A2, Osteopontin and Osteocalcin mRNA
in the cells cultured in osteoblast induction medium were significantly higher than in controls.

[Conclusion] Epigenetic agents may induce dedifferentiation of ERM and osteoblast differentiation.
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A crucial role of follicular helper T cells in autoimmunity of a mouse model for Sjogren's
syndrome

1) SRR I B e B LI 4 T R 53
2) KR D B BT SE A OB 25
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OKRBIE Y, IR T V. BT 2. R &Y. HREY. Tl Y, FEsEy Y, ahEs
OOtsuka Kunihiro”, Yamada Akiko", Saito Masako®, Ushio Aya”, Tsunematsu Takaaki®, Kudo Yasusei,

Arakaki Rieko" and Ishimaru Naozumi

V=7V VIR (Sjogren’s syndrome ; SS) I TRBERCMEFI MR A I L A HOMIERETH ), D5
JERRE ORI TH 5, IR~V 3= T HIKE (Follicular helper T cell ; Tfh) & CD4 + T Hilllg o451 o
1 2T, Wl (Germinal center ;: GC) nD#E & %, GC B cell OPuikEAMg~DMEZMR L, HE
RIEREDOIRICHFGTEHEEZ LN TS, FA i, Tth KO GC KUSIZHH L. SS DIEREE Ot %
Hig& L7z,

FAxld, EBRIHEHOAZNFES/sd (2> ba—v) »5MREHtd %2 & T, SSEEETVEERL.
Tth R GC FUBIZDWTHIT L 720 ZD#ER. SSIKBET VITBIT . GC RIS O Hs B S-1Y 72 JUAER> Tth,
GC B cell D E¥MA R0 sz 72, PUEICBIT 2 Tth Mg E L 50 FRRICB U 5 HORIEWRE OFLEE
ORI, BEMHEMICHBIDS AR S 7z ATy SSEEE 7 IVITH CD20 ik & Bk Nk 5-3 % &, Tth,
GC Beell OB DA E WA & R, IR TS BT 5 H CRIERZ OUGEEDSRD b7z,

W, SSIEBETF IV E T ba—» 5 CD4 + CD25 — T cell ZHifiL. DNA YA 27 a7 L AIZX %
HEMBIE TN 21T 572 & T A, Achaete-scute homologue 2 (Ascl2) R 11-21 &\~ 7z Tth b # e 3 % 8
ETHOBB ERZR0 7. FZ, Ascl21d Tth~—7%—T3 5% CXCR5 OZHICH < L Shh, A SSHH
ETNVORPREIZBWTDH CD4 + T cell 1D CXCRS DHEHAPAREICEA L Tz, 61T, SSE-EETIVE
I Y FE—VH 5 naive CD4 + T cell % ¥ L, Tth 5 LFELME T CRET S L, SSEEETVTHREIC
CXCR5 D¥EBlzFHE L 720

PDLEA S, SSHEBETFTNVTIE, Ascl212 X o> T Tth ~NOGLFEHI AL, 2R, HFRICBI2HE
RIFIRE DR HEEN G- L T B ReE 2 " L7,

Sjégren’s syndrome (SS) is an autoimmune disorder that affects exocrine glands. Follicular helper T
(Tfh) cells play a key role in the pathogenesis of various autoimmune diseases. The precise mechanism
of the formation of autoimmune lesions in SS though Tfh cells remains unclear. We evaluated how Ttfh
cells contribute to the pathogenesis of SS using a mouse model. As the results, we found that Tfh cell
differentiation is enhanced through Achaete-scute homologue 2 (Ascl2) in the SS model mice, and increased
Tth cells play an important role in the formation of autoimmune lesions in the target organ of SS.
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Effect of proteasome inhibitor on IL-8 production

OKERRIT V2, B IERE 2
OOhtsu Mariko"? and Asano Masatake'?

(B m)] My R 2G5 exF o - 7usr7V—aRkeEF— 1+ 77 V=1L DilbTB Y,
N, MEB L O TR —3 22884 Ol 7o X 2 @;Jﬁlﬁﬁc_z‘ow’CEE&fs’Z%U%%f: LTWwa, i
B, 70757V —2HEFN LA b h A VEENDEBIZOWTHA ZRENPEINTWD, T 1E, D
T R H R B 2 ML (OSCC) ZHWT, a7 7V —AMEHD IL-8 A KT 5 HBIZ OV THEE
ATl 2A, BIRBEWAIRZ 720 Tl T 5,

[##} 3 X 0] OSCC & LT HSC3 B & U Cad-22 & w7z, IL-8 @A & 13 ELISA #:2 X W llE L 72
7a 57V —AOMERNZIE MG132 ZH\w2o MG132 12X % IL-8 mRNA %313 real-time PCR #:% H\W T
MWME L7z 7o, BERTOEELIZOWTIX IL-8 #fn T ik % v luciferase assay (2 & D g L7z,

[ 5B X 0% 52] MGI32 Hl#IC & ) Ca9-22 TIX IL-8 FEE EABEZE I KL 72 — K. HSC3 TlE k&
REALIEERD S N7 h o 72, real-time PCR IZ X 2 RFE DK R, Cad-22 |28\ Tl IL-8mRNA FE I o 14 i
RO, BEHELNVTHRESEBRINRTWS S k%)‘ﬁﬂ%f)‘k 7% 5 720 luciferase assay 12 X 5 Mgk O fh 4.
MG132 #3IC & ) 5B K- AP-1 2NEMHA L S N7z 2x LTy NF-kB ORI S iz, 22Ty 7
R O %2 HW & LT MEK B & O JNK FHERIZ W THRELZE 2 A, JNK FHEANC X - TIL-8 #
EDEEICHH SN T2 AP-1 2853 5 c-Jun BL U c-Fos ¥ ¥ /327 O%Bl%E WB THRELZE 25,
Ca9-22 Tl c-Fos DEB MR T X Ld o 72,

[# ] 777 v —2HERTH S MGI32 filiid Ca9-22 12B81) 5 IL-8 FEA Z# BHF T KRS/, Th
BB L XVORE #5205 TB 0. ISR T AP-1 DR EZETH 5 c-Jun OGP EETHLEEZ D
n7z,

We examined the effect of proteasome inhibitor on IL-8 production using cultured cells derived from
oral squamous cell carcinoma (OSCC). IL-8 production was markedly increased in Ca9-22 by MG132
stimulation. The luciferase assay demonstrated augmented activation of transcription factor AP-1 by MG132
stimulation. Furthermore, treatment with JNK inhibitor significantly inhibited IL-8 production. Western blot
analysis demonstrated that c-fos, a constituent of AP-1, was missing in Ca9-22. Taken together, these results
indicated that MG132-mediated IL-8 augmentation was dependent on AP-1 activity.
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Expression of cytokeratin in the mucous and ciliated cells of lining epithelium of dentigerous cyst

SRSUBR R 52 i PR A A B2 G

OBRIERE, WARE, BA E BRE— bk #
(OSumi Masami, Akashi Yoshihiko, Nemoto Jun, Matsuzaka Kenichi and Inoue Takashi

[H BY] Dentigerous cyst ®3FEMENRE FIZIZHA T F XV FEHRTIEALEIE T T FiE F 72138 R
FE»S %5, EREO—HTIHMEAEZEZ UHTGHE. SREMEIRD 5N 0320 X 5 = X A3 T 72R
ENTWZ W, AWFZETI Dentigerous cyst #J@ LR ALAEMBBNO YA M r o F Y OBEEZRET LI L%
HiyE L7z,

[ ] F2ERde © 3138 )12 bd: 2 £ 9 Dentigerous cyst 12 B1% HwT, CK13, 14, 17. 19 o5k
(L gett, B OMIB D720 T IV 7 ¥ 7 — et O LS Yeta 2 1T - 720 XTHREE © B8 Rz 1o kA
% £ 7\ Dentigerous cyst 2 B & 72,

[R5 2R] dHBE#E:CKI13 (+). CK14 (+). CK17 (+). CK19 (+). Bl #EMIE CK13 (-). CKl4
(=), CK17 (+), CK19 (+). #h##ife CK13 (=), CK14 (=), CK17 (=), CK19 (+) &% % f#mss
%< Rbhiz,

(% 2] JEEELFEZBBFOER LR IZ CKI4, 19BMETH MG F ANV EEHRERTH S Z LAVRKE S I,
M LA M X CK14 BBk, CK19 Bk CHER B 0 73 Bl = 2 OVIEMIIS RV A N7 9 F 0 OB A
bNTze 7o, WHBEOER LRz CK13, 17 Btk CEER P RO GLAR 2 LT\ 7zh%, FEERREO M
ILAEMIBIEERIEL TV Eb 53 CKI3BEMTH - 72. CKI7 XM EMIE TR, Rinoiiie TR TRt
EHII TR IR TR ) b2 R L7z E 2 b5,

The lining epithelium of Dentigerous cyst is derived from reduced enamel epithelium which consists
of nonkeratinizing monolayer cuboid epithelium or stratified squamous epithelium. Metaplasia occurs in a
part of the epithelium, and mucous cells and ciliated cells are observed, but the mechanism has not been
elucidated. In this study, we aimed to search the dynamics of cytokeratin of mucous and ciliated cells of the
lining epithelium of Dentigerous cyst with immunohistochemical staining of CK13, 14, 17, 19 and alcian blue
staining for detecting mucous cells.
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Primer design for the identification and detection of black pigmented anaerobe rods using
Multiplex PCR

HAK AR B2 iR AR R 7 - B BB R BR AR BE 700 B

Ol FEZs, G 6. DETH. AESE, SRR ADMEWA, KFREF W & mAHE
OFuchigami Mana, Tsuzukihashi Osamu, Komine Chiaki, Konishi Yoshimi, Suzuki Mayu, Ogura Yuki,
Omori Hiroko, Fukatsu Akira and Fukumoto Masahiko

[B 1] Prevotella J& & Porphyromonas )&% s & 3§ 2 BAafa Fpe LA 7 7 2 BMAR (BPAR) Xk b
FIERGSE D EE LW EMR TH S EEZ ONTWD, LA L. HENOR 4 R EIRICBIT % BPAR IZET 5
RO 0 EREZAHOEI I TH S, S5, TNOOWMHBOEBIA L BZFOBUMD 720, Bz
BPAR % [W35E - M REZ Hi:d v, £ 2T, 41X BPAR IZJET 5 Prevotella J& 5 Witk & Porphyromonas J&
5 WD - M AT 7 Multiplex PCR O F%% 175 720

[77 ] PCR 77 4 ~—1&. DDB] %5644 5N 723K M % Prevotella )& & Porphyromonas J&® 16S rDNA @
FHNC D&, CLUSTAL W 2 HHWTVF TN - =7 VA - TIA4 XY Mgl &7 T &Ik D iEt L7z,
ZOt%, it L7277 4 ~— OFp#EIL BLAST search (2 & DR L7z,

[# H] &EtL72794 ~—1&. BPARIZIE S % Prevotella )& 5 Wi & Porphyromonas J& 5 WiFE % BAE 12X
PS5 EDVWRETH 720 F72. Prevotella )& 5 WFED 75 4 <~ — %A Porphyromonas J& 5 WIELD 7 5 4
~ —%&BiA &7 Multiplex PCR %13, 292D PCRF 2 — 7 DOADMHATI0 Wil Z FE - M35 2 & 2% hE
ThH-o72

[ %] 4 HBA% L 72 Multiplex PCR #:1Z. BPAR I2)&$ 5 Prevotella J& 5 Wifh & Porphyromonas )& 5 W
iz FE - BT 2D0ICHEATH o720 FAMNIETIX. DNA MHEED AR Z % Mighty Amp DNA Polymerase
Ver2 (#7354 FHatE) 2 L7z720120 2 R DIAIZ BPAR Z[H5E - MIBTRETH . Balkic b &
NTWbo KFEE B ORI BIT 5 BPAR 04 & IEEGWE & OBtk 2 IS T 2 OICHHT
HbHZEIPIRBEI NI,

Objective: Black pigmented anaerobe rods (BPAR) including genera Porphyromonas and Prevotella are
regarded as a key factor in human oral infections; however, limited information is currently available on the
distribution of individual species in different sites or clinical conditions. Moreover, a suitable method has yet to be
developed to identify BPAR, because of the phenotypic and genetic similarities between these microorganisms.

Methods: Polymerase chain reaction (PCR) primers were designed based on partial sequences of the 16S rDNA
genes of genera Porphyromonas and Prevotella. The 16S rDNA genes of these microorganisms were obtained from
the DNA Data Bank of Japan, and a multiple sequence alignment analysis was performed with the CLUSTAL
W program. Homology among the primers selected for BPAR and their respective 16S rRNA sequences were
confirmed by a BLAST search.

Results: These primers were able to distinguish each species belonging to BPAR and did not display cross-
reactivity with representative oral bacteria or other BPAR species. Moreover, we developed a multiplex PCR
method with the ability to identify and differentiate BPAR (ie., Porphyromonas gingivalis, P. endodontalis, P.
asaccharolyticus, P. bennonis, P. uenonis, Prevotella intermedia, P. nigrescens, P. melaninogenica, P. denticola, and
P. loescheii) using only two PCR tubes per sample.

Conclusion: The present results indicate that our multiplex PCR method with these primers is useful for
identifying BPAR. Thus, the method described herein will allow the prevalence of BPAR and their involvement in
oral infections to be fully clarified in future studies.
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Analysis of bacterial flora in oral mucosal diseases caused by betel quid chewing in Sri Lanka
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OHiraki Daichi”, Uehara Osamu®?, Toraya Seiko”, Harada Fumiya‘”, Takai Rie”, Yoshida Koki", Sato
]unl), Nishimura Michiko", Chiba Itsuo® and Abiko Yoshihiro"

[B )] 7 I7RHE7 Y7 HIBIZBIT 50 A DS { A Betel quid chewing (A 7 /3 3) 1ZHEH
LTWALIZENRHLNIR>TETWSL, LML, ZORXHZALIIHLNIZEN TR, EEDA DMK
BHBEETH), ZOOE70—FIXIEFMHEE KL TRESREZ--TWE EEZOND, T2, B o
ZOE7 =925, HEEEOEKICEG L TWwAREDH L, I TRUETIZ. R - TV I OWASY
NIDBEEZNRICANSIHE 2 H T 5 A DR E EFHMEZ Rl kI Y — 7 v =2 C O
70— 7 DN AT 5 720

Bk E ] FEBRICE LA G EB R OKEE 2o WA T NTOFEND 2 H T, NEREEAT 5
20 4 DO IIERE D & 27 7% WV COREMBRZ SR L. WEMBEOGH ORI 2 2 > be—v & L7z,
A7 7 &) DNA ZHii L7zo DNA % 16s rRNA @ V34 % PCR THIEL., TO7 7 )arzb Ll
KM =4 4 —MiSeq # HHWTF—7 2 L7z B L7727 — 7 025 X & 16S fiEHT B L ORAR R oM #
O\ F AT T L 72,

[KiH & &%) OTU (operational taxonomic unit : W 2R3 2 W) X, 2> bo—) L,
WA TE KRNI Nz WA I NTOBEBEODH 2 HOIIPE7 10— F &, EEHREMEIZ (RO b (P
gingivalis : I ¥ b T— VT 1.96%. WEMFRT 237%). A —FNWMNA V=V HBPARRTH D I LAHEINL,
T2 AR T, 2 b — ki L. Neisseria /& 7% & OMIFEMEROE G L2 &5, K
xﬁﬂﬁk’(ﬂii DTT—7 DAY, BEEEROEEHEINENICH L EEZHN5,

[#% 5] WA Y NTOBEND HH 2 NGIE) 2 OEREEE2T) 2P TEE OE7a—F12
BT 5 Dysbiosis (A4NF 2D 5H) BB EZHIETE AWHENE V. T4bb, TERRE BRI 5 —
WFBR R TPHAR AL 2 2 EDMEEE 2 D BIR TR RO w2 b,

Betel quid chewing is implicated in the high prevalence of oral cancer in Southeast Asian countries.
However, the relationship between changes in oral flora via betel quid chewing and oral cancer have not
been found. In this study, we were analyzed the oral flora of oral mucosal diseases and healthy tissues
of Sri Lankans who have betel quid chewing habits with oral lesions by next generation sequencer. As a
result, the number of operational taxonomic units was more detected in oral mucosal diseases tissues than
in healthy tissues.
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Porphyromonas gingivalis %1% 1% integrin 3 27 F VR %2 4 L NASH BE #9800 584
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Porphyromonas gingivalis-Odontogenic Infection Promotes Development and Progression of
NASH-Related Hepatocellular Carcinoma via Integrin signalling

INSYNEYNE VAR B PN e S Wt g ye s

O¥iAE—", HEHT Y, Shrestha Madhu", EHFEE Y, EH K
OSakamoto Shinnichi”, Furusho Hisako”, Shresha Madjhu", Miyauchi Mutsumi’ and Takata Takashi®

7 v a— VERIERF % (Non-alcoholic steatohepatitis; NASH) X 7K v 7 ¥ Fa— DT
DORBAEIT, LMD RATIRE L LTHON S, T4 TREBVAFE (HFD) NASH Y7 ZEF IV %
vy, Porphyromonas gingivalis (P.g.) DO PEGeAY NASH # WE X9 2 32, R LI B WT P.g @
ZHKRTH 5 integrin (Int) abBf1 DEHUPLEATLHEZHL I Lo — KTy Int V7 F VIO
HERHEITICHEG T 2HPHMON TS, £ T, AW TIE NASH BEFRIEAIC BT 5 P.g ek 6 TN
JEGZAE D Int ¥ 7 F IV OIEHEAL O E & BET L7z

1. HFD-NASH %7 ZE 7 IV EAER L. P.g. BHPEEAA IR FE L KT T B 2 i~ 70 %60 H T P.g.(-)
HETIX 615% D~ 7 ANFIEICHER SA SN2DITR L, Pg (+) BETIXEBNERIAE L. T2 I
ZBITLHEBEORKEZIE Pg (+) THEICKE o7 MERFIHER IR ZE ~ e £ T4 20WTE
R L72H Pg (+) TiE333%I2. Pg (=) BETIE 7.7% R AE L 720

2. b MFEsk e W72 BET R R P.g Y X 5 T FAK (Int ¥ 7 V0T) BB EADNBAR SN0,
Pg &G Int ¥ 7 F V5T ~OEERZ Rz Pg BEOFHFET S Int ¥ 7 F Vo ToOEMILIX. Int f1
PO TERES L7ze & 512, Pg &4~ o AR O IENER T CTREC Int > 7 Vo O ALt L T
W7z,

3. P.g BRESNHIeoBeslE, AAr, BENC T T B L MG Lz, Pg BEIIIFMIL o, #E % A&
WAREL, FERYVE Y VEFEE TR b= ZAZ2WHI L7z 25 OZ LI, Int B 1 FIHIHINE TIEEIH S iz,

X 5T, Pg OHithi&4d HFD 73 NASH ~ 7 2 EFIVIC BT B G054 & #AT 288§ 2 2 L A5
Ot ), Pg BEIZ X5 Int ¥ 7 F NV OEMACAHE 58585 2 R 72 REME AR S 7z,

Non-alcoholic steatohepatitis (NASH) is a liver phenotype of metabolic syndrome and progresses to
liver cirrhosis and hepatocellular carcinoma (HCC). Previously, we reported that odontogenic infection
of Porphyromonas gingivalis (P.g.) accelerated NASH progression. Furthermore, we demonstrated that
integrin a 5 f 1, known as P.g.-receptor, was upregulated in steatotic hepatocytes. As it is well known that
integrin signaling is related to the development and progression of HCC, we examined contribution of
integrin signaling activated by P.g.-infection to the development and progression of NASH-related HCC.
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A case of ameloblastic carcinoma arising in buccal mucosa
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bR oA SN 7SN I3 IRG, - TR 2 M) B LR OBIHABIR Sz, o e BAlLLE
BEOBATHRD A SN7z gt TIINESMNZIE CK19 2Bk, bel-2 I28 0B, CEA XM, SM ERIC
13 p53 FtEAlaATH 2 B, Ki67 k13 hot spot T I5%RETH 572, & 512 EVG ety TIlRIMAE R IR A A
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We present a rare case of ameloblastic carcinoma arising in right buccal mucosa of 90-year old man.
This lesion was approximately 4 cm in diameter, well-circumscribed, and demonstrated histology of
ameloblastoma. Moreover, atypical epithelia were observed partially in this tumor, which made a transition
to alveolar without atypia. Immunohistochemically, the tumor cells were positive for CK19, partially positive
for bcl-2, and negative for CEA. P53 positive cells were more prominent in atypical epithelium than alveolar
without atypia. Ki67 labeling index was 15% in hot spot. Furthermore, vascular invasion was recognized in
EVG stain. Therefore, this case was diagnosed as ameloblastic carcinoma.
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Peripheral ameloblastic carcinoma of the mandible with an immunohistochemical evaluation:
A case report
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I A )V R JE (ameloblastic carcinoma: AC) (X JEPEEMEES; O —> T, &h T MRFEOLHEMET
F AV F IR IARD THAEA D 72 < BRIRRE 7 & ONIR PR Bh 2 & L CoR R~ — 7 — 7 LBl
ANHTH L, Gl AT TFHBRINZIEA U728k 0 AV PR 2 B8R L. S b= L v
FHIZWE LTHERLEZ DN ROBEORKREZ GO TER LR ZHET 5,

JEFNE 69 D BT, 22 HHE & Y E kO LM T EHE A OB EONER % H I L 72720 ¥ BELPESNRL 2 =
L7z VIWERG AT ONEEBIZE L o Tz, 5PHBRICHZZ E 2 ) IO EEOwRAER & &5
TSRS HNTzo 737 T2 X #ifioe B £ O CT RAICB W TRE OB % 80O RAETEIRZ HEE b 7228,
MEEERGZ b B E T X TERIRAT SN TF ANV EEEITRIE S NT-720, TS L3R Thbi,
U BRALRR O FALRR AT W Tl SR A B9 5wk RIS L I L. BB S O Wi o —EBIC
AR OMRECS 25 H v, F 72 RENHO—FIIZERE 232 @M LR O N, 3512, E
P W BT I A L S PR I R RS R S Bz &5l LTz TS OFTR & Y A T RS RIS L 72 Bk
IF A ) EREE L B S Nz, Y CIESAIIE. CK15. CK19, p63 B L U Sox2 12 TH ). D240
BLOCKI7 I TH - 72,

CNODOGATERE QR RAZWE TG AR < g 2OV BRI & Ao B RS A 0 B A A 89
% HiBhRB W & 72 0 15 A W REMEARIE S 7z,

Peripheral ameloblastic carcinoma (AC) is extremely rare. Here, we report a case of peripheral AC
arising in the lower gingiva of a 69-year-old male. Peripheral AC was diagnosed by the pathological
examination for the marginally resected specimen. Palisading of columnar and stellate appearance of
tumor cells, and continuity of tumor cells with the gingival mucosal squamous epithelium are focally
seen. CK15, CK19, p63 and Sox2 were positive and D2-40 and CK17 were negative for the tumor cells by
immunostaining, revealing the significance for distinguishing peripheral AC from other gingival malignant
neoplasms.
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A case of Primary Intraosseous Carcinoma, NOS arising from repeated recurrence Odontogenic
Keratocyst
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BENDOBZWITH o 720 BEGXIBYIRZ EOBEBIHLET, HREOY A7 ZHW L7129 2 CHREBRG 28
O U CHE I 2 HifT Lz 208k, X BEE ETIR—EBICE AR SN2 41 SR oS
X OGO BBV THEkZ Lz AR TR 2 AL SN, HESES RN
M2 WiAT U7z 42 RIS, WIOEIEE X &g X 72 U CHR IR R AR 82 22 L. B2
T8 ize HEEEMAILEEILO — I BRI S BIEE S . YR L % 329D 72 72 O B R R R T TR A9
Bl TR EE IR B & OSHERERIEM & HafT S 7z ) Y SEIER IR ED ST, fBIREIFTH S,

[ BRLRE 2= AT ) ZHAE P22t - REMORFE B IEDI L 72 B8 2 09 Mo B X ORI
D7z, NEE CTIIEERZ R TEHRE M UR N LR ED S Lo ORE T 3% EAA S N7z13h M
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We report a rare case of Primary Intraooseous Carcinoma, NOS arising from repeated recurrence
Odontogenic Keratocyst. A 42-year-old man was reffered to our hospital for asymmetry of his face. The
patient has been already received a fenestration operation for the left mandible Odontogenic Keratocyst.
We had diagnosis of Odontogenic Keratocyst, and an enucleation was performed. However, we performed
the second enucleation because a cyst recurred two years later. And it developed in a Primary Intraosseous
Carcinoma, NOS one year later. The Patient was performed hemimandibulectomy and radical neck
dissection. It was thought that arising from Odontogenic Keratocyst.

-102 -



P2-4
BRI vE g & 0 J82E L 7 5E O PR R o0 1 61

A case of central mucoepidermoid carcinoma arising from glandular odontogenic cyst

1) BB RSB R A0 B e i B B A =2
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OMaruyama Satoshi”, Kanoh Hiroyuki?, Yamazaki Manabu®, Tsuneki Masayuki®” and Tanuma Jun-ichi®

Fifty percent of central mucoepidermoid carcinomas (MEC) are associated with a cyst or unerupted
tooth. We report a case of central MEC arising from glandular odontogenic cyst (GOC). A 74-year-old male
patient had a cystic lesion pointed out by X-rays in right third molar region of the mandible 11 years before,
and tooth extraction had been performed but cyst enucleation had not been done. Eight years after the
operation, he noticed the gingival swelling again, and contrast-enhanced CT scan revealed a radiolucent cystic
lesion in the same area. The lesion was surgically removed. Histopathologically, the specimen contained
multiple cysts lined by squamous epithelial cells with intraepithelial microcysts in fibrous connective tissue.
Mucous cells were scattered within the epithelium. In addition, infiltrative growth of cystic and solid nests
were observed in the fibrous stroma. Therefore, we diagnosed the lesion as a central MEC transformed
from the epithelial lining of GOC. The diagnosis needed a comprehensive assessment including clinical
history, radiographic and histopathological findings. We also show the helpful immunohistochemical profiles
of cytokeratins and a review in the literature.
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A casa of peripheral ameloblastoma with a difficulty of the diagnosis because of the difference
between a clinical evidence and pathlogical views
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Naotoshi® and Tsuura Yukio"

TF AV F R IR RER G AY A ORISR A B Z e A s, TSR I 3824 A U= ) 2 v bz iE
BENICASN L, FHERBLICISAE L22E. WIRAIZ B EEENES & 0@ PR ETH L2 b b, 5
O] REEIR AL 1E T4a OBEVENES; & L7225, B A ISR 0k = F XV FR2IE & B g 5 L 720 Bl & #RBR L 72
T EZ R ZOTHRET 5,

JEBNZ 64 F et FRAMBAICIER * HE LR 2 %2, wilRICCEEESE 258 b, Lk E 2
Mz Lz

ARG T 5 E 03K A 12 35mm K D R RIANEE O At 3R o B 98 % il L 7z,

FNVIINY NET T T 4 =T FHFICTHEEIOET 2B R E2RBO o AP SEMEIT- 728
Z A IREBHNI LMD 5 Vid = AV ERIERRED LB L7z LA LS & WHRIIC B A B I 70
FERMREZZE L TB Y., BIRNZINIIRF LR L O &3 2 BHEE % 5> TV iz25, W HRE R TR
L7270, BEAEMEIT 720 L2l ZORBRL T 5 AV ERIEREVE 2o 720 Bif§ F 3SR H
Moo 7ol WEMRA L L, FEAM XIS B AT S L7z

R S N7ARAROFF R FT RAE R B TS KA DS N % 5260, N 00550, B OMIRAL
FIDSR STz Rl & —BBifett 2R Urze JRAYET F AV FJZIEIZAIRIIC A ) 7 5 T — RO % 380 5
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B & B L7z BUEMR 7 ERB L Twa A, BRI SR,

Although ameloblastoma generally originates from mandibular bone, it sometimes occurs in mucosal
tissue, in which case it is called peripheral ameloblastoma (PA). When occurring to oral mucosa, it's
difficult to distinguish from malignant neoplasm, macroscopic. We report a case of peripheral ameloblastoma
that was difficult to differentiate from malignant tumor. A case is a 64 year old woman. The pedunculated
mass with a granular surface and partial ulceration was found on the mandibular gingiva macroscopic.
Clinical finding is malignant tumor, but pathological finding is PA.
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A case of benign odontogenic tumor with diagnostic difficulty
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WCCRREOENE 2 22 A - AR RIS EEREE & 2k S, 4 7 HRBRICHEER M 255 61T S iz,
JESE A IR, EALIE 2 2 AT, BUERGEBIZ T CTh 5. BUEE TITHBITRIIZRED SN TWw v,

Urspr ] ARl - BEICEE L TR MR ERSHIE2SHANE L < BEF L. 2 O PNERIC 2RO A
BRIZ A § 5 T F AV LR IERR O FHIRASFARTH % 25, ML 2 RTRI LS —FICA SN, I
FEIDTILDS I SN D T E MY 20 T F AV F Rz IE & 387 2 A5 Sz, FEEZHICIZTE ST R
BV DOZH L L7,

TR © BEBH AR CRRHETE R IS SN THB Y . TELEOFHEROhIERICNEE A L Tz,
FHOFILTIETF AV EREICERL L 7RI 2 BB RRRE 8 2 AETRE IR 2o & W Ak ol L 12k ek 5 L L L 72 1%
A SNz, F72. Ghost celll R E. TF AVE, RHICET 2 MDA S, A AREHERO K b 72
Doz DLEDOFTE2S, ZF AV EEEZE—ICEZ WIS Th - 7225 A = 2V FEE (2005
A WHO 778 . AKALER R VEZERD, BRI AR o IR O v fEtE D BE CTE TRBINIWE L 20T, $4 DL
HRZ 22 TGS 3 %,

A-50-year-old male was referred to the oral surgery of near hospital with a chief complaint of swelling in
the left mandibular gingiva. Microscopically, tumor was encapsuled with fibrous tissue. Tumor composed
with peripheral palisading columnar cells at basal layer and central reticulum stellate pattern which
resembled ameloblastoma proliferation pattern. But the specimen contained lesions similar to adenomatoid
odontogenic tumor or calcifying odontogenic cyst. We present a rare case of benign odontogenic tumor of
mandible and review the available literature.
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A case of Primordial odontogenic tumor with diagnostic difficulty
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L7 POT O— Bl L7720, MiE¥ %,
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The patient was a ten-years old Japanese boy. Panoramic X-ray and CT scan accidentally revealed
a mass involving impacted upper right second dediduous molar. Histopathological diagnosis of biopsy
specimen is benign odontogenic tumor and the lesion was excisioned. Histopathologically, the tumor was
mainly composed mesenchymal tissue like dental papilla and partially covered by columnar or cuboidal
epithelium. No evidence of dental tissue and odontoblastic differentiation was found.

We had trouble with the diagnosis because this case had only limited figure like POT. We suppose that
this case will correspond to variant of POT.
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Primordial odontogenic tumor as differential diagnosis in re-evaluated three cases
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Primordial odontogenic tumor (POT) is a new entity of benign mixed epithelial and mesenchymal
odontogenic tumor in the latest WHO classification (2017). POT is a tumor composed of loose fibrous tissue
resembling the dental papilla and entirely surrounded by columnar epithelium resembling the internal
enamel epithelium of the enamel organ. We re-evaluated 654 cases of odontogenic tumors for the past 35
years and found three cases should be differentiate POT as differential diagnosis.

It seems to be difficult to differentiate early stage of POT from developing odontoma. Case-accumulation
is necessary for understanding whether POT shows epithelial-mesenchymal interaction or not.
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Glandular odontogenic cyst
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We experienced three cases of glandular odontogenic cyst and reviewed these histological character and
diagnostic criteria along microscopic parameters described by Creig or Fowler et al. Highly predictive of
glandular odontogenic cyst with seven or more, such as Multiple compartments (spaces), Tufting (papillary
projections) , Epithelial spheres or plaque, Variable thickness of cyst lining epithelium, Eosinophilic cuboidal
cells, Ciliated hobnail cells, Microcysts (duct-like structure) within the lining epithelium, Clear (vacuolated)
cells, and Mucous presenting cells. In these cases, several parameters were detected, respectively.

Additional diastase sensitive PAS-positive mucous or clear cells was useful.
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Dentigerous cyst of the mandible: a case exhibiting prominent mucous cell metaplasia
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RHMEERDRBAEL, MEANICE TN MBI PASEEB IO TV Y 7 v HLROICHEEERE L2, $2H
FETHNZ X BB OB 2 R 38585 D A b M7z FRENICIE R IRES % % 70 39 ok R S8 b O RS TR 2% B
STz RIEHBRLSICIE, RE R 34 f E12 R CK5/6. p63. p40 (2Bt kil x CAMb5.2, CK7
W TH o720 AEI/AE3 B L U CK19 (33 o B src b iRy )L i 2 Bt BSOS % 5 L 720 pb3 % Ki-
67 OEERHINIRD o7z Db X WALEMELZ - - ahitEi L B s/,

[(ZRBLUF L] MEHECHRE LR 2R U5 EAEME LI~ OREICHEEEIICENS 2 L0
0. WHEZRZEBO7DIIZINE T3k L TBLEDXRD L. RO ELERHZM & Ul s s
B X OEHGHOER RIS 5N, FRENERNZSEN IS HETERENR E B 505, BF I —BIEE:
BWRWRELRBIETH . EINIIFICEEZ T 208N H 5,

The patient was a Japanese male in seventh decade, who complained of a persistent pain in the left
posterior area of the mandible for several weeks. Panoramic X-ray revealed a unilocular cyst associated
with the impacted third molar showing dentigerous appearance. Cystectomy was performed and
histopathological examination revealed a cystic lesion consisted of fibrous wall. The lumen was covered by
non-keratinizing squamous cells with obvious intercellular bridges, which were intermingled with partially
ciliated goblet cell-type mucous and columnar cells. Such cystic lesions should be carefully distinguished
from glandular odontogenic cyst and central mucoepidermoid carcinoma of the jaw bone.
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An autopsy case of mandibular gingival squamous cell carcinoma with a history of Sturge-Weber
syndrome

1) I B BRI B R IR 545 1
2) WEE KK B RSB I B 45

Ok . HHAA Y, hEEar . mgEE=", Semgs
OBunai Katsuaki, Ishida Kazuhisa"?, Nakashima Takayuki, Kato Keizo" and Shibata Toshiyuki"

E 1] 76 M5k,

(FEpR#EE] 60 FIZ LRI & ) TEOMRZ HE L. WM A MESB I b2 bYUELA LN Do 72,
3AEIT ERNHHARBE I TEN RN 2 A DR HE, Sturge-Weber JEMERE & S &Lz, MARZERNT, 7L a—
IV EMHEITT 5 D TEOIERIISEHE Lol ZOH, BB I N TWAN 240 X ) A THEOE
FHRET A L)ooz EMOER, W LEEOBMITH - 720 M HKTYREITENEHT . AR
H. cT4aN2cMo & 5#fili 2 L7z, AT bF8 B X O RIGHE DSBS S 7205, IEBIGA S 25 Hig. &
B Rrz LI Lo FREFENCE U CARGHIE205, BEIROEMIC X b, BHEEB X O, HERPH oM
IBZhblhhrol

[F kAT ] % 14 e 30 2 CHG LRSI AT S 7z B 155em. R 494kg T, 2B = SURRESE 1 8
HECEICBER O RO L 2 D 7oe H~MEBIIIEAR U, WA, S ANA LI, MRFIZFIEIC X
DREERAEEZ R LTz, [EWREEDAMI TREICEE A DN d o 720 MMRENITIE, HB X OMEIHIC
BWTIBEAT, LR, ) o M2 fE) M OBAENHI B, Sturge-Weber JEEREICEIE 3 2 M E LTHIEL
HWHTRTH o 720 BB FRIIEREA AR SN2H DD, RSB X 2 UM E Lo £ 2 5h
7oo BRSO, WRHHE X OMBEZF DR IIRD o 7o B4, ENICKEOHY 280 TniZ &
25, FERIEHIC X % FAGERZEEEZ b,

[F & ®] Sturge-Weber JiE R (3 MBI A IE, B = LA IO BRI K (R— b7 4 VBB,
FERPIBE % EFT R & 3 2 MR B IE R CH Do AIEBERRS SRR, JWEE CRMEEINTWE 00, £
MWIZEPFLZZOEREB L O, TN L 70 5 L I3mICA v, Shlbhvbiui, TEICEKRZIL
%43 5 Sturge-Weber SEMEHREEE HIE L 72 F Sk AT LEREOFMRPI 2 #2578 L 7- 0T, FRIRFEE %
LOWET 5o

The patient is a 76-year-old male with a history of Sturge-Weber syndrome. He complained of pain in
the left mandibular gingiva. In the biopsy specimen, the diagnosis was squamous cell carcinoma. Since
large hemangioma was found around the cancer, it was difficult to treat. The patient died suddenly during
treatment plan and autopsy was performed.

The patient had a lot of vomiting. At the autopsy, we confirmed laryngeal stenosis of the upper
respiratory tract. Histologically, there was no invasion of squamous cell carcinoma in another organ. In
addition, hemangioma “Stage-Weber syndrome” was found in the tongue and larynx.
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A case of primary intestinal-type adenocarcinoma of the buccal mucosa
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OKikuchi Kentaro”, Fukunaga Shuichi?, Kaneda Tomohisa”, Ide Fumio”, Hoshino Miyako", Inoue
Harumi”, Miyazaki Yuji”, Sakashita Hideaki® and Kusama Kaoru"

Intestinal-type adenocarcinoma of the primary salivary glands is extremely rare. So far, only 11 cases of
primary intestinal-type adenocarcinoma of the oral cavity and major salivary glands have been reported.
Two of those tumors arose in the floor of mouth, 7 in the tongue, and 2 in the major salivary glands.
However, it has remained unclear whether these tumors are derived from mature salivary glands, and
primary intestinal-type adenocarcinoma of the buccal mucosa has not been reported previously. Here, we
present the first documented case of primary intestinal-type adenocarcinoma arising in a minor salivary
gland of the buccal mucosa. Histopathologically, the tumor resembled a well-differentiated or mucinous
colonic adenocarcinoma. Immunohistochemically, the tumor cells were diffusely positive for AE1/AE3,
CAMS5.2, CK7, SATB2, f-catenin, p53, Ki-67, MUC2, and MUC5AC. CK14 and CK20 were positive in
some of the tumor cells. CDX2, CA19-9, SP-A, TTF-1, PSA, SMA, p63, and cyclin D1 were negative in
the tumor cells. The tumor in the present case may have originated from salivary gland duct epithelium
that underwent transformation to phenotypic intestinal-type epithelium. In this very rare case of primary
intestinal-type adenocarcinoma of the buccal mucosa, we considered diagnostic markers that could be
indicative of mature salivary gland origin.
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A case of extramammary Paget’s disease occurring in the hard palate of the patient with oral
squamous cell carcinoma

1) JUHREEREEBE vk 20 78 Be 1R B2 00 1
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(OWada Hiroko”, Kawano Shintaro”, Nakamura Seijig) and Kiyoshima Tamotsu"

[# J] Paget MIFAEICHET LD LABICHEAET L LDIHTOENLESRETDH 5, LBV
Paget 1. ERCHBEL L EDOT R ) VIROZ WERGICHFE L. HHENICEET 2 DIEIEFITHTH %,
SaFR Ak, WA U722k Paget D — Bl 2 #BER L 72O CTHE T %,

BiE BI] 65 ot BRI, 5AERNIC UBeR) 2 LA FHHR N OBER I LR FELE#EoOZHo b &
JEE IR 24T - 720 3 22 HEICAM LZEE A @ 18mm X 15mm K 0> 2% i FRIR 0 JE 3 12 0F U ~F Bz g o
T o b &AM FFHE VI BRA & R T L7z R Ic, AEARITIZRIC 10 X 10mm KOOSR Z D72, J
FOEXMILCHETH o720 HIEMB L OCHAVRIZRRO b2 o 720 WL, 32 HETO4 LEHE A O R Y]
Balligh & —E O M Z R 720 FREHIARAMICIX. 5 2U% % 1O 2 AL ML o BARE O Bl &2 TR NI
R7z, BARNE, KEORAR L BE CHRAZMEEZ A LTz, 720kt nici, SAHR
i3 AE1/AE3., CAMb5.2, CK7 2B, EMA., MUCI, Her2 |2 —#BFsPE. CK20. P40, HMB45, S100 (2 k&
PEIR L. XD, FL5EA Paget s & Wi L72o S FE TIS, IREREIEIC 4 U 72 FLBE A} Paget 5 O STk
WS ENIIER IS e h otz STk 2 1E, L3124 U 22305201 Paget 95 O —61 2 £ 55 L 72 0 T TRk & 4%
Mz THRET %o

Extramammary Paget's disease occurring in the oral mucosa is extremely rare. A 65-year-old woman
had ¢10mm mucosal lesion with redness in the right hard palate. Histopathologically, proliferation of
atypical polygonal and/or round cells with several mitotic figures was seen in the squamous epithelium.
The atypical cells had abundant pale cytoplasm and irregular-shaped large round/oval atypical nuclei.
Immunohistochemically, the carcinoma cells are positive for AE1/AE3, CAM5.2 and CK7, and partially
positive for EMA, MUCI and Her2, but negative for CK20, P40, HMB45 and S100. This tumor was a rare
case of extramammary Paget’s disease occurring in the hard palate.
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A case of anaplastic large cell lymphoma, ALK-positive in the maxillary sinus
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ONakajo Takahiko", Akashi Yoshihiko", Nemoto Jun", Koyachi Masahiko”, Nakajima Kei", Kokubun
Katsuhisa®, Hashimoto Kazuhiko?, Sugahara Keisuke®, Matsuzaka Kenichi" and Inoue Takashi"

[# S] ALK Btk ko bR ) & /S IE KR T M) v 8 o —2 T, £ IEHEERITHIET %o
Sl gk 2 13 BRI FE A L7z ALK BatERE KAL) & 2SO —6 2 #5k L 7= O THET %,

GE  BI] 20 % B #2202 a0, EEAMKARSOKEZBRE L. GRBHEZ %5, ERMEELZ W
OEWE =% %H L, CT#RGE L2 A, A EERAEOBM 21572, Z0k EEAM 2
KEOMERIEDB L O 2 b RERAUEE T BRI R A KERGR R EAN R 2 232 Lz, SR
MRAT R ESRA MRS O FH R IERS X OWEEEAAR S, FEIEER %2072, BRI TIE CT T
& A EFEIRRE O JRE & GRD 7o MR CAMI SRS 2 K sk k5 3 X OV RIS JE PR B O3 % 1 b
HWIBIRMERE & b 2 Mik257Em L CB 0 . AMEE RS IS Z 8 ) MBS A SNz A EFICIE
RN % 38D 726

U3 7] AR A0 IR VRS A HLRR NS, FIE 2 S M O RFEBRE O Kk 2 A LKA TEE
YA RTIESMILOWIER S 2 ), Brua~F ViR BRI SH%, BOYIARL EOBVERZRL
7oo FZNEHHNL NS B R ERIZE A L. SEEMIL S B s, DLopirs, HIERIE
B R MR IESS % 5t - 72720, RIERRR LS et % JifT L 720 Sk b2 et i, IESSHINE I vimentin,
CD30. CD45 (LCA) TV ZF AN T, CD3. CD5 B & N EMA (&4 ¥ B 55 Ml 1 B et Btk ©
o7z ALK IZEEMIB OB X OB 2851 T - 720 CD20. CD79a. S100 &4 & o JE s/ fe <55
Btk 72 5 720 HMB45. melanA. CD34. CD68. CK20. ChromograninA. Synaptophysin. Desmin |
o720 %72 Ki-67 index 1349 60%. p53 index 1355 40% T o 720 LA LD GIEHBRALF Gt DR 5
ALK BPERGAL KAL) > /5 HE & 350 L7z

The patient is a 20-year-old man, who noticed pain in the maxillary left molars part about 2 month ago.
Histologically, it were round or oval core and abundant eosinophilic cytoplasm, that had head cellular
atypia. Immunohistochemically, They were positive for vimentin, and diffuse positive for CD45 (LCA),
CD3 CD5 and EMA were positive a far cells. they were negative for HMB45, melanA, CD34, CD68, CK20,
ChromograninA, Synaptophysin and Desmin. Ki-67 index was about 60%, p53 index was about 40%.
Additional staining CD30 and ALK, they were with diffuse positive CD30, and ALK showed strong positive
to the nucleus of the cell and cytoplasm.
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Histopathological study of a case of infectious mononucleosis arising in the submandibular lymph node
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[# J] EIMEEEEEZ/NE RV LEFERIHR L. B2, WER. ) o EilEEZ 3#kE 35 EBV
JEAGETH B0 STk 4 13 40 RO T T ITHOAE L 72 JE MBI ARG M HAZERIE D 1 Bl 2 REBR L /=D T
PR = 0 ISR L3 %,

GiE #1] 40 . Zetke F9F : AMGAT Y Y 8HiofE R, BEARE @ B3, RERE @ fFdEH 2 L. BUR
JBE AR S A MGH T EE R ISR W72 E R W 2o 201X 4E 1 IR 2 22 Lz, BUE @ ANFE
TEBIZ 20 X 15mm KOBVERR, TEIME,. JTERO WY Vo5FHiZ2 M Lz, BiEmAE « AR T Y o 5SHildE
5 CT Tl AMRICEZ SN, MRI CTld T1 BB TRES. T2HHABRTEES 2Lz Mk
TIEIMm5., CRPEICEFIZASNT. EB 7 4 IV AHL VCA 1gG Hifk & It EBNA 1gG Hifho L5 %580, sIL-
QR FFLHEFPFANTH - 720 Wi V) V3O EYIBERDP Tb I,

[ BEAL AR 209 AT R ] BOBRALAR 1L 30 x 18 x 15mm K. #ECritifaiflz 2 L. B oL HK oM/ i
BHALN, —HTHREL L, £ 25 ETAHITHBLMDO/NS LML O N7z, WEHERF I Y
YONBROMERHRLNLD, ) Y NEHIOEREE ORI E LD R E QIR SNz IR IEKHE
THMIEO L EE O 2B /ME% H$ % centroblast M ZR L. /b~ - hEICHIEWYINAAZEFT 5
centrocyte BRI T V) ¥ /8EkASE O S N7z, F 72, Hodgkin MM ASEURL S 7225, B2 I3 5 Ml
WZHERANIA SN o 7z IEHRENICIZZ BOMINE DA & i Fb L 7282580 S 75 ekt A
3 5 clear cell  burn out BIJENLIZA SN D o7z, HiEGM Tld, CD20 (+), CD79a (+). CD3e(+),
CD45RO (+). Bcl-2 (T HMifgiZ+), CD10 (+). CD15 (=), CD30 (=), k(=). A(=) THo7 &
Ja k) o8, Hodgkin Y > 7SJERR MAF HEERYE ) O S EASERNCZT S N 7zhs, UL Eor %2 8 a Uis gtk
BB ERIE & B L 72,

We report a case of infectious mononucleosis arising in the submandibular lymph node of the 40s female.
Chief complaint was swelling of left submandibular region. The lymph node showed rim enhancement on
CT, low signal intensity area on T1 weighted image and high signal intensity area on T2 weighted image.
Serological examinations: anti-VCA IgG +, anti-EBNA +, sIL-2R-. Excisional biopsy of the lymph node was
performed. Resected specimen revealed large cell, centrocyte-like cell, Hodgkin-like cell and thin vessels and
fibrosis, but cellular heteromorphism was not observed. Immunohistochemical findings: CD20+, CD79 a +,
CD3 e+, CD45RO +. Bel-2+ (T cell), CD10 +. CD15 —, CD30 —, k—, A—.
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A case of pelxiform neurofibroma of the submental region
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[ 3] SRR 3 B L % & 23RO B WSROI R & LTSN Tw5, 4,
21T DA A FEBICAE U 72 SRR & R L 7= o TR 5 %,

[ 6] 40 £82&ks

[BEAERE - REERE] 7% Lo

[BUREE] 2ol T 5% s O 70 % RIS UBE 2 M35 L7ze [ 0% s BH A\ 037 % T 4 & 44 sk b o
DIEAT S 720 Mite 1 ERROE ST 2 DIEEDSHE L WO L7z & 2 A M A A4 FEICIER 228072,

(Bl 5] BRI M PEBME Bk C & o 720 MRIMAETIE T2 MR 55 X OCTRIGHHIE & T, + s 74 H5
R E I L CNEA Y — 2w E T 2R TRE 2 iz, RS OWBIRZI O T, 5 AS5T 7
INhz,

[# AR ] 50 x 25 X 13mm OXFEHCRICER T B R TH - 72,

[ BERLRRT L] R B PH OGNS SR EIIRZE & UTIRAE L. 8 4 OGN % PH O RS A HLRR I 2 520 720
FEETRRCIR ISR 2 15 5K O BBl & IBIEHHE 2 SRR ST e, F 72 NERIC B R W R RS e
MMERDP B TN, v 2707 7 — VRPN 2 45 A I0E b Bl s e SR b2 geta < RS
1% SI00P (+). CD34 (focal +). NSE (focal +). EMA (-). desmin (-). SMA (-). MIB-1 index
1% R TH o720 B2 PHEEIE EMA (+) 28 L7zo fEETIRICEIZE SN2 IR L 7 A <.
LEIRARHAENE & 3BT L 72

[ FE] SDRARE R L AR R o0 s BRI A IR L T 1 . 25 IXAERAL & [al Rk I R HE I AE T
Al (NF1) BT ORFEICL > TRAET LA, NF1 ERGEL 2 WA REI N TV S, ffE#ES KR
WIZHET 5720, RIS IN I IESIE OB A X 0 K L 7o & FPH ORI A 5 7 0 . AR
WAL LTHZ SN S, WIRMICIZIELR L7225 A S S ThRE B3, BUESCTH 203 HRICED T
JEPR & OBLREDBAHEE DD EIRITIEIHT 5 720, LIS CHBIIERNLETH 5. T /2B b
DU FEMED R VAR & L Cash, REFI D SHOBBBISENEELEZZ 5h b,

Plexiform neurofibroma is one of the histological subtypes of neurofibroma, which has a tendency of
malignant transformation. A 40s-woman had an asymptomatic mass in the left submental region. T2-
weighted MRI revealed heterogeneous mass adjacent to geniohyoid and genioglossus muscle. The operated
specimen showed convoluted mass called “bag of worms’. Histologically, the tumor revealed the multi-
nodular mass that was composed of spindle-shaped cells and collagen bundles with myxoid matrix. Each
nodular was encapsulated with thin layers of fibrous tissue. Immunohistochemically, S100P, CD34 (focal)
and NSE (focal), were positive and MIB-1 labeling index was less than 1%. Final diagnosis: plexiform
neurofibroma
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Oral cytology, its evidence approach for the categorized criteria 2015
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[H ] 2015 412 HAREERMBES > SMBBZ A 74 > 5 b 2015 4 E L C LR M i % 46
D& T BHHALEREROMIZ A K T4 YL L, WEOENWNEE (IFN) %< 4 &R (NILM, Negative
for Intraepithelial Lesion or Malignancy; OLSIL, Oral Low grade Squamous Intraepithelial Lesion or low
grade dysplasia; OHSIL, Oral High grade Squamous Intraepithelial Lesion or high grade dysplasia; SCC,
Squamous Cell Carcinoma) DHIEX 5% i&ITTWb o PEORGE L7 38k 4 ZRHIEICH T A IREZ RT 720
2. ZOMBZ THIET 2 0RERBANHBOZILZ VHPICE Y 27 v P TELNICERONDL I EDE W,
Aol R A LRI O RE B O RE OGN L2 D W CIE R 20 S IS 2L 2 /R § IR B2 T RICHRE 21T -
72OTHIET %,

(BB & J53:] NILM, OLSIL. OHSIL. SCC CTHIE S h7-MluZfA Gkfbmimiaz,. LBC) %4 A
N2 F ¥ AEI/AE3FITC ik (HIRE) & DAPT (B) HetafRlZdbfEmL — 0 — s (LSM710, ZEISS)
THZ L., RN HRPLEOK/NAE) IOV TREBNFNT & KA 175 72,

(¥ R] ¥4 755 AEI/AE3-FITC ik (M) & DAPI (B) Hefafl, NILM OMIZH~RT
OLSIL. OHSIL % SCC Tid, #%ik%e, KRz 580, Ml b KM OMNE T N/C EAFOMIIE 2R L7z,
F 72 OLSIL & OHSIL & DT b Z DR GFREMERICO BRI 22 %2R 2 R LHNT, SCCTRON
% FZ AL BV TH ZDOELL A ST,

(% %] ESAL — W —BMEIC L 2RO M A MRR L HEOFBIEREILE T A ¥ 54 VB
JLie (2015) ZEMNTABIE R VIES,

Cytological examination for oral mucosa including oral epithelial lesions faced a shift from the
conventional Papanicolaou classification to Bethesda system. This presumed diagnosis focused on the detail
findings being considered. New criteria and guideline was presented for oral cytological diagnosis (2015).
This study is focused on the cytological findings by immunocytological staining and confocal laser microscopy.
Liquid-based cytology (LBC) specimen was collected for NILM, OLSIL, OHSIL and SCC, and which will
cover this criteria.
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Identification and isolation methods of Scardovia wiggsiae, and relationship with adult dental caries

HAK AT B R - BB R
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OTsuzukibashi Osamu, Fukatsu Akira, Fuchigami Mana, Komine Chiaki, Konishi Yoshimi, Suzuki Mayu,
Ogura Yuuki, Oomori Hiroko and Fukumoto Masahiko

[H 8] x4, EELDIBE (Severe ECC) 1B 53 % $: @M B % 4T L 72 Tanner 5 3. mutans
streptococci & V) & Scardovia wiggsiae 73T LX) R WIEG L & AR 2RO Gz L i L Tw5b, L2 L%
A5, G F TG & ARW & OB 2 A L2 2078 i3 2 <. E KRR 252208 - BT
REZ2 BB HE R ZZICHB SN T v, £ 2 TRIFZETIE. TIHEGE D & AR 2 fMEFE SR - 3 HEn] RE 20 0%
IR OB & PCR B2 X D MEEOME.. & SITARRE & i Ak & o BI#EME % FA L 72,

(77 ] BIREHORTE, S, wiggsiae DSRIFRFE % /83 MR OGS & R DA OME HE % HE
THMEEDOMBEIT > 720 RikGEE L7z S. wiggsiae FBEMDB X OV BEvE 2 BEBE AL, BAZS L 72855 1 |
B LU CDC MEH; Ml % H %, 6 HEBRI B 21T o 720 Bk, Bl LIS S N £ 5 S MK %
HE L7z 72 PCRIEIC & B\l A @2 3 5720, AFEBERN L TI54 v —0ikit%47o72. h ) T
A% L (CF) #3044, - h3EH ) =2 (LMD) #2044, Z¥pk7 ) =2 (HD) B 20 7% 5 sl
ZERICL . BASE L7285 & AW EU E F CDC MRG b IZ 33K - B8 2T\, BRI S - 4235
ORI 2 REOHEEG % HE L 72,

(% H)] AR LRI O S, wiggsiae MIPERIIBIFTH ). BIRAENCB T 5 AR oM #EFIL,
CF#T133%. LMD #T 100%. HD # T 100% Th > 720 F72. BB T2 KEHOLFIZ, CF#
T 0.0002%. LMD #: T 0.0012%. HD T 01026% T& V. HD # T S. wiggsiae D ILEPH HIZE Do 720
FAWIFRN R T I 4 < —Di%kRI 21T\, PCR I X &R Ed: 2 i L7z,

(% %] ARWF7ECTH% LRI & PCR %10 X 2 M F 2 E1d. S. wiggsiae D5 HE-FIEICHHTH Y
AE I AGEA, FRCE DY TR & BN H B L ATRIE S L7,

Objective: Genus Scardovia has been isolated from the human oral cavity. Recently, S. wiggsiae has been
reported to be associated with severe early childhood caries. However, the relations between this organism
and adult dental caries remain unidentified. The purpose of this study was to develop selective media for
the isolation of S. wiggsiae, and to investigate whether S. wiggsiae is associated with adult dental caries.

Methods: To develop the selective medium, following the selections of the base medium and antibiotics,
growth recoveries of S. wiggsiae strains were examined. And then, the proportions of S. wiggsiae in dental
plague samples collected from caries free adults (CF), adults with low-moderate DMFT (LMD) , and
adults with high DMFT (HD) were examined. The colonies on the selective medium were subcultured to
confirm bacterial species by PCR analysis using the primers designed in this study.

Results: The growth recoveries of S. wiggsiae strains on the selective medium were extremely
satisfactory. S. wiggsiae from dental plaque samples of CF, LMD, and HD were detected in 13.3% , 10.0% ,
and 100%, respectively. S. wiggsiae in dental plaque samples of CF, LMD, and HD were detected at 0.0002% ,
0.0012% and 0.1026% of total bacteria number, respectively.

Conclusion: The selective medium, and PCR method using the primers designed in this study were
useful for the isolation and identification of S. wiggsiae, respectively. Moreover, our results indicated that S.
wiggsiae 1s associated with adult dental caries, particularly high DMFT.
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Analysis of actual condition of cnm-positive Streptococcus mutans carriers: A preliminary study
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WEAE, ) O EEFEK B T 5 Streptococcus mutans (S. mutans) D) H AT =X ViEEY VN7 Z3H
9 5% cum-positive S. mutans VWM OB/NHIMMOZIEICEHD O, FBAKEICHE L2 52 5 2 P HE SN,
S. mutans FFHWBIICRKE» SEHF L. EET LI EBRASLN TV DA, cnm-positive S. mutans O KAE
it C ORI IRV R I MAE B FRAE O RIRIE & OO W TIIAYTH 50 AWM TIEFERTD cnm-
positive S. mutans DR, cnm-positive S.mutans DA ML I B R, FRAVE DK & O B % 5]
TAHIERHBE L7,

TR 29 4E 6 H~ 30 4E 6 HIZIL B RSB IERE L v & — CHERREZ T 2 BEB LR V57147
Fr704% (429 = 1937%, Bt 1:1) 67 v 7 A X A HIEER 2 BRI L 720 MEf 13 MSB 55312
WEFE L CRi 8%, BHI RS CWIR L7z 6 N72H 25 DNA 28t L. PCR %3 4\ ix LAMP #i2TS.
mutans B X cnm BIZFOFB 2RIz 720 REEOPEIUZ X o THRIMERE LR S TICT VYN, < —
RIDANDOFRAVE & cnm BIZTIH & OBE# % MG L7z,

S. mutans Btk cnm BplE#E X ZNZN66 % (94.3%). 11 % (15.7%) EARBN D cnm Bath# 1%, 20 1% 6
2y 503 %, 60 1%, 7014 THY, 20 L 50MUBETOREEERIZZNZEN182%.
192% T B2 o 720 BMIMERED 5 WVITBAVEDORIERE X AT 5H1L 24 4Ty cnm BptEE 11 % TlE 6 %
(545%) THo7=DIZXF LT cnm BEVEZ 59 % TIE 184 (305%) T, odds [biZ 273 THh o725, AEE
RO e dro 7o,

20 AT 6 24D cnm BB DFRD S, enm-positive S.mutans dFLBINAZIE L. R LT Tw5s &
EZoNbs cnm BIAT OB & RIMAERED 2 WIXRRHAE O R IERE & OBEIE. S OFETIEH S 202
X253, HRERZMP L TR 2881 D 5,

Cnm-positive Streptococcus mutans (S. mutans) encording collagen binding protein is involved in the
development of cerebral microbleeds, resulting in an effect on cognitive impairment. In this study, the
presence of cmum-positive S. mutans carriers in each age group and its relationship to family history of
cerebrovascular disease and dementia were examined. Eleven with 6 of third decade and 24 among 70
subjects were cnm-positive S. mutans carriers and had family history, respectively. The odds ratios of cnm-
positive S. mutans carriers and the family history were 2.73, but there was no significant difference.

Examination for larger number of subjects is required.
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Statistical analysis of Caries risk test in Dental clinic

D JAOERZ )=y
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Oty B2
OKenmotsu Makoto"?

[H W] BARICBITAEMZEBRE IR O—FE2 -5 TWAHEA, FEBEOHEERRIZEB W TIZEERR 0T
TOHMEZ L IToTWh, TOEKE LT, $XRTOEE THEDEHMKDINEZ o TV HRWT LA 2
SN, VAZ ZHBLTHEHY RV 77X T RMEVT A I ENEETH S, 4, biubiid 2016 49 25
20184ES HETHOLIEZ T HIZTADDHEZ ) = v 7 Tirb Lz Ekfh ) A 7 129 2 WA O R 54210
IOV THET 5,

[7 B GALOWR 2 )=y 2 2%3 L7726 F~55F, 60 N\OBEZZ SR E L, MiRHE, BX
OMERARA 26 (SILL-Ha RN 7 — 27 U A8 2 72 3TEE (PR PRI B £, el pH. A% GE)
DOBAEXFER L 720 ZNENOWWERFRICE D ) A7 AT WEET L7,

[ BB L OEEE] MR T 0.7ml/ 5AKim2s 8 4 (133%). HIENFHMIR UL [ 12354
T5HIE15% (25%). MERE pH X [ ] 1SN THEHITIH (156%). BEMREld [MKwv ] IC%4T 5%
3104 (167%) THotzo TNHOFER, MM EB X ORERE 2 E0mERTICBIT SEEf NS ) A
7 OBERRIV VLD, HIKHKTIZBUIH0N A1) A7 BEDPLEA SN, SRIZEHBGE, HERT
e, A A V5 v AMRCHERALY) 2 7 2H5ETHZ LTy vV I X TICHT H2BZHOEFR— g V] FIT&T
DEEZ LN,

[# &) MERARATIE. FEIICERA ) 2R 7 Z2HET L2 E TREOEICH T 2 E#z2MRT I &, BEMH
NBALCHEY eV 77 T2 RET B0 CHMTH S 2 LARBE NI,

AIM: Caries risk assessment is very important for patients. The aim of this study is to analysis caries
risk test in dental clinic.

METHODS: 60 patients aged 5-55 years were include in this study. This study evaluates four factor (saliva
volume, bacteria number, salivary pH and buffer capacity of saliva) using inspection systems for saliva.

RESULTS: Saliva volume was lower in 8 patients. Bacteria number was higher in 15 patients. Salivary
pH was lower in 9 patients. The buffer capacity of saliva was lower in 10 patients.
CONCLUSION: This test was using Caries risk assessment for patients.
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A questionnaire survey method reflecting the condition of periodontal disease

1) AR Z 1Rk R S L R £ R A 2 8 o Jl o 2250
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[H W] &R EERFAS S, 4mm U EOWERY v b2 OB OEEIIEENIC 2 5 2D hE
Do L L, RRIZEBRTREEEHR2 A LB OEAZ2%2 LTOWAWEBENLZEEDL L VWL EER
SNb, AWIZEDHE, HEROIREZ IR 2720128427 v 7 — M COMERUTEZMETL5Z £ Th b,

[FHELE 5] AWFZeowkEng & LT, 2012 4E 5 H A5 2015 4F 8 V2 BE5T BE R Rk A 27 15 273 b I s B 6 Bt e
PNEHRARIC ABE L 7GR e BB ED S H 990 2t b Lize ABBEICH LI L3RR OREAr D 5 & -
WEFTH? (CLTEM LD, SNFEFTICSRP 22372282550 352 (CUT#EME2)., w6560 T
WHEKUAZ LD F3H 0 (CLUFRM 3. REHEEZICHO ) OFHo TWb L EbN-Z L 0d
DEIh? LT 4 oMz iTo72, HENKREE LT, #EBEToTa— Yy 7Ry biEE (PPD),
ZNVZHNT v F Ay LRV (CAL)., Fu—v r ZEolBIimof#E (BOP) #llE L7, Fue—¥ 7,
#iJE 71— (15 UNC Color-Coded Probe, Hu-Friedy, USA) % v, #&Rpi & U<, EFEAAS—KHEK. -
AR, TERAAE KRN, THAMPE 2 7z FRROBEER B 123\ "C Community Periodontal
Index (CPI) ZHEL 72,

R e 282] %M1, 3. 412l [wWnwz] EEREEHEELT, [Ev] R LZEERHICBNT
HEIZPPD. CAL. BOP OBfEAE o720 T2TRTOERMT 3] A2 -BEBHTIXICPIAZAaT 3 -
4D (W] BEBIV LI o700 77— FORMEHWEIROIREOREZ L4 5 & [ITw] &%
AlzHE [W0R] EERLETENHOEEML 3. 4THY) ., WERORRZERT 512DV AN TH
LR E Z S5,

[ &l SRoOMEEICEVEML 3 4BV TRERHEEZEZ A2 ) ==V 7T 5DICEMTH D LRIES
n7z,

Introduction: A tendency to increase has the ratio of person having periodontal pockets more than 4 mm from
the latest survey of dental diseases as it becomes old. However, it is thought that there are many potential patients
who do not do dentistry consultation while originally having periodontal disease that should be treated and is.
A purpose of this study is to examine the hearing method by an appropriate questionnaire to grasp a state of
periodontal disease.

Materials and method: intended for 990 people among circulatory organ disease patients admitted to the hospital
circulatory organ medical ward attached to the Tokyo Medical and Dental University medical department as a
subject of this study in August, 2015 from May, 2012. Do you think that there is a gingival disease for an inpatient?
(Question 1) Have you received SRP so far? (Question 2) Have you felt that I had a loose tooth? (Question
3) Has it been said that the bone around the tooth decreased to a dentistry person? (Question 4) I performed
four questions. As intraoral inspection, measured probing pocket depth (PPD), clinical attachment level (CAL),
bleeding on probing (BOP) by the test tooth. The probing used periodontal probe (15 UNC Color-Coded Probe,
Hu-Friedy, USA). As a test tooth, I used maxillary right and left first molar, the maxillary right central incisor,
mandibular right and left first molar, the mandibular left central incisor. I judged Community Periodontal Index
(CPI) in a similar test tooth.

Result: Compared with the group of patients who answered “no” for questions 1, 3, 4, the numbers of PPD, CAL
and BOP were significantly higher in the group of patients who answered “yes”. Moreover, in the group of patients
who answered “Yes” in all the questions, there were more CPI score 3, 4 than the “No” patient group. Comparing
the numerical values of the questionnaire situation and the state of periodontal disease, the difference between
those who answered “yes” and those who answered “no” were questions 1, 3 and 4, and the situation of periodontal
disease It is possible that it may be effective in confirming the problem.

Conclusion: This survey suggested that questions 1, 3, and 4 are effective for screening patients with
periodontal disease.
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Periodontal treatment in a patient with hypertension receiving a calcium channel blocker
—NMedical collaboration from the perspective of dental hygienists—

1) BEFEE AL BE & HE %
2) BERENAEHIE R SR A&y
3) BEHRENALFIE RS AR

OBARELET V. Hrmsy Y. A EwHEY, ABIEE?Y
OMatsumoto Minako", Shinjyo Ayano”, Arima Tsuguo® and Arima Masahide”

[#5 - HW] TEOBEETRICBW T, WILEERHEIRE 2 EORERE2 A LIREZZ 0 TCnw b EH
DVHERERE 2 22§ ARSIWIINEINCH 5o RIEFIZIHI NS 7 AP (7545 —-1P L) Z2RATSE
MESE BENOW NGB OB, ZORIEH (R 28077 —ATH LA, ERERHEEEIC X 5
WIETZFOWXERNLZ ENTELZOTHET S,

(k)% - ] B 62 (WMBHE) BV, M2 H 2008 4E 10 H 25 Ho W7 @ v B 1 LI 18 o 250
CIREPIAT R, - 4SRN 70 B A D Z AR IR & B A Dk as 2 306 5o HLEEEE © BIUTE. A8k, i
iR, IRHAER : 79— LEE20mg A4 7 —bgEbmg ~— AL Y SEAEEK yr7arh 7
I 7 &5 —FELA R

[FHHERE] IR ORE IS, FHAMKEEICT 5 — & L RIS X 2 SEW 1 ok A Sl IE 255850
BNTze BREIERAM 217 - 2 AYEROSGED RO ST, BR (W) LoRBIiciyv 7y I4+7 0y v 1%
BRFEDUE (70T UV A) ~ONRHIZE 5 T R U Bl % 47 - 72,

[ H] FHEOSRAWBRMTIIC X 0 ERIZ Y L7225 3 HRICIMEDOZ# R LR 2R 727207T0
THI—bML~NRELZ TOHIT YT — b L 2RAMKEL TW 525 REEREEZ#HET S LI12XD
SEPVER A BE D FIIZRO SN L 2 ), MEDRELTW5D,

[ ] BRABIEATHE L R WA NI E D v v Ao —RRESLT7 V7 v v U 1
ZERNTETEEANOE T 2 Rz E TRV 2 173 2 LB 3N b, F720 AV AEPUEE % T ke
L TWTHIE LW IEARBIREDIAT S N COAIUSHABIE T TE 5 2 200 h o7z BV AR5
REERIO R TR D ARIEDOE VIR TH 5720, IRAZME L 200 ORFRER AL VT F v APREEL
T bo ERMHER O AT B2 AT 5 BFICE o TREDP DAL WRERZ1T) L TR R Y —
VThhHEEZD,

A 62-year-old man with hypertension was taking a calcium channel blocker (Adalat-L tablets). Although
gingival hyperplasia, an adverse reaction of this drug, was observed during the course of periodontal
treatment, improvement was achieved by collaboration between medical and dental staff. When the gingival
hyperplasia persisted, gingivectomy after temporary cessation of the calcium antagonist or switching to an
angiotensin II receptor blocker (Blopress) was found to be effective for improving the symptom.
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Significance and Utility of Laboratory Testing in Dental Implant Therapy for a Patient with
Diabetes —Importance of Collaboration between Medicine and Dentistry —

D) BEREAEHERE A A
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OShinjyo Ayano”, Matsumoto Minako”, Arima Tsuguo® and Arima Masahide”

[#5 - HIY] 2018 4FEEARBRFSHEMIM S 2 12 & 0 R RHEIE O R IO FEICH B, 29 LERED
ZAbiz. TNFETOEFR - HRRGTOEFICHL HEOMBE L E I OBABERIZE S EZADPRE WV, FHIC,
HEIEB B DS 5.3 2 W R R0 o E 12 F DM I B W T EBR SO SR IEIMOTHHTH L, 224 v
TV MNERETBLTRBL-20 12/ Ly 10 FLL R SR - itk - 24 7 F v ZA0FHEIZON
TENETNOIHEBEALZ 9T 5 2 & TERBEHEFEICBIT2MEOERE AL WEET 5.

Do - k] B 0 (2007 4E) 56 ¥ DBEMETH 5o RIBIADA ¥ T5 ¥ MEBEZHLL TW2D5,
Hbalc 23 8% L B TH B 720, ERF (HMEE) Loy, REOZEHE, a3 - ko LE L %
By 235, WEEBEZ BT L7ze 208 % Hbalc6.3%, BOP11% & o7zt 4 ¥ 7T v b Fili% %l
L7z,

[ R] BERE oE#EZ X o722 & T BERIE & R OWRBILER 3 5 X 9 ICKIEICSHE L7z, Ll
AL VTFF Y RACBATL T 0, WEGHEE A V75 2 N ORRIERIC X ) IEEERE R L, BREED
I & & H 12 Hbale & —Weiy 2 B (7 ~8%) Z/nL7z. Thazly. SEIIEFTOHMEN S BEAD
FAGEE (Wo< W) OIREZITH) 2 L1240, $KED 6 » H#I213 Hbale OFUE D S S hiz. Bl
E%%iﬁ?k&ot# Hbalc6.3%. BOP20% (2018 4F 6 H) & RUFZIRREZ KR L T 5,

(i ] AIEB %8 U CRE L KR RF O RBIEHEE 25, Ll 7T — 5 2 T2 LOEFELZOD
ﬁmﬁ%ﬁ< Rk U720 ZORE, ERFBEEONEVNBEDOETFR—Y 3 Y OR EIZEXR), ZFREFROBKRE
DEBERAAL VT F v A%FTH) 2Ty LENZT TR EHFOMEE, OV TIIEREGOEMICHELE TE S
DT RN EEZ 5,

A 56-year-old man with diabetes wished to receive implant therapy for a defect. As his hemoglobin Alc
(HbAlc) level was high in the 8% range, periodontal treatment was provided simultaneously with changes
in medication and review of diet and exercise therapy in collaboration with medical specialists. As a result,
his HbAlc level and bleeding on probing rate decreased to 6.3% and 11%, respectively, and implant
surgery was performed. By continuing to work with the medical staff after implant therapy, the patient
showed significant parallel improvements of diabetes and periodontal disease.

-122 -



P3-7

Porphyromonas gingivalis (2353 % v & 9 JEUH B O ML Ui AL
~WEBEETRICEHL T~

Serum antibody titer of periodontal bacteria against Porphyromonas gingivalis
—Focusing on genotype of fimbriae—
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OShintani Tomoaki", Ouhara Kazuhisa”, Kitagawa Masae”, Ogawa Ikuko Y and Kurihara Hidemi"?

[ &) REZIHEEREMEERICLLA2IETH D, MEOREOFG L LT, WERT v bORES
(PPD) ®HOBFEOWE, PPD KO MIMOG L & T L TWb, —F. ME KGO % Bt
BTE S, MEAN - REFN RRALEOME VAR ST E 72, 1988 T 1L S I, B JE % SR A L2 kg5
% MEPUAAMG 2 ELISA IS X o THIET 52 2 L2 #iE Lz, Bl EZ —o 0B L LTI % 7201213,
Mg ], [90E ] [hRBE] ZRFli§ 2 C L AUEETH 5o MIHFPUAMEIE L, TG ] O O 5 ik
EMEMTONE, TNFE TS, P.gingivalis (2353 ALK RO R 7 1) —= ¥ ZIZHHTE, HbAlc
il R G PE T 2% & DR SN T Wb, P.gingivalis (3 FimAREEZ AL, 6 DD fimA i TRIAHE X
. BT L2EMLTENCL > T RERWNENRL L LWME SN TV L, RIFECIEIRERES. FFET7 NV
I — VPERRDITERF % (NASH) B X OB 7 ~<F (RA) BEOIME%HC. P.gingivalis DifaT 1~V
BD fimA 3§ 2 ikl 2 A L 720 THE T %,

(77 3] REEWEZECHRBREZR SN 171 %, V) 7~ FBESENT RA LBk Sz 40 4. HiL
U C NASH &l S 7z 200 % & MR E Lize PURICIE P.gingivalis D 5 Btk (imA #EzT 1~
VAL oW R 55 % v C ELISA 2 CHLiEPUAE O Ml & % 17 - 72,

[ R] SREREE T Pgingivalis D TR 2B A WHROBHEEIE P> 72, /20 RABETIE, I
D P.gingivalis DGVERPE o720 NASH (A 57— 4) BEATIE. VEOD P.gingivalis DWMRNEHE
W@ o7z (P<005).

(# ] P.gingivalis ® fimA BZFROMH, Thbb, WD SRR L NUANEFMZRE 217 2 &
2 & o T, P.gingivalis DIMLIEVRMEBAEDSEE DR 59, P.gingivalis ERPEALICE DL L L vwbh b4
HIREBOMBIZHIDHTE 2 2 LAVRIE I L7z,

Periodontitis is an inflammation caused by periodontal pathogenic bacterial infection. In order to evaluate
periodontitis as one disease, it is necessary to evaluate “infection”, “inflammation”, “function”. P. gingivalis
has FimA fimbria and six fimA genotypes have been reported and it is reported that the periodontal
disease condition is different depending on the genotype to be expressed. In this study, the serum of
patients with periodontal disease, nonalcoholic steatohepatitis (NASH) and rheumatoid arthritis (RA) was
used to investigate the antibody titer against fimA of genes I to V of P. gingivalis.

-123 -



P3-8
HIV B8 12350 2 DRSS & IRERRREIC DO W T

The oral environment and taste function in HIV-positive person
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(%% 5] PHIVEORWEHO—2 & LTI D 5o TP D Rt fE O RE Y X 7 %250,
T2, WEBEZZEZTIENH S, LA LADYS, P HIV HIRHBE O EREO LR RER ED
ERIIAHTDH 5. AUFZETIE. L HIV SERARE (RAT) OITEBRE: & BREMAREZ 37 L. CD4 Btk
YONERE L ORI AR A L7, PUHIV SEIRRAEEZ 2> buo—)v GEIRAE) & L7

[5eds L O] REEEEMRMGHEFERBZOKE OKBFS 1 £-1035) 0 b L. AR L IFERATHD
CIPEBREE % JR 720 IR BRI ARBEIMLE AL 2 5235 U 7290 HIV SR b CEEMRM BRI 25 » H (8 ~58 » H))
DT73% BT 4. KWH24) T FHERIZ4E (36 ~51 %) Tholo FEIRITEE (B 16 4. ik
24) X184 T, FIHERMIZ 44 (35 ~641%) Tholoo HIFEBREEIZ. DEEMEE MEAY 5 —), O
Weh v DFOFE (7 a LT H— hyIVFERRH) ., FIESEER S WE (KA 7 A M) DOERNERE (01
KGFEL = A ) FERBENC L o TRl L 720 BRI 2INE (7 —A M T 1 A7) 18X o TR,

[ 3R] TURSREESREE L, BRTEEDLE ) 2SRRI ER IS ARG IR o 72 (p < 0.05) 0 Hl SRR 7 1 12D
W, IRABEOMER WD S TV BN H 5720 7 v V¥V HOMMERIZ, FIRHETIZ6% TH -
2oLy IRABETIZ40% E HEICE» o7 (p<001)o ESIIHREOMMBL A THEISE P72 (B
< 0.05) o CD4 < 500/mm?® % TP £ & 3825 3 8513 CD4 = 500/mm’ BE & LR THEIZE D > 72 (0 < 005) 0

[ ] P HIV SR EE IR ES & X T DS L, WREEREME T B X O v Y 7
DRV E W) EEPHAS 0L o720 DIFEHIREE - SELHWEOBEMNAT CDA B oAb LR L TWS 2 LHUR
X N7z, Pt HIV 3IREEE (BFI2 CD4 < 500/mm® @ #F) 13, HEHERETiozo, St
A2 M2 5 LEEIIRE N,

The aim of the study was to evaluate the oral environment and the taste function in patients taking
anti-HIV drugs. Subjects were 73 people taking anti-HIV drugs. The oral condition was evaluated by
measurement of oral moisture, the number of oral bacteria, presence or absence of oral candida, amount
of saliva and taste test. The oral moisture in HIV-positive group was lower. The salivation of HIV-positive
group was reduced. HIV-positive group showed a decrease in taste sensation. The number of missing teeth
was higher in HIV-positive group. It was suggested the need to oral hygiene management.
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Usefulness of sharing information on oral examination among multi-occupations for diabetic
patients with taste disorder: A case report
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[# J] WREFZHOMEBEEZ I L. ZRECHERERHRZ LA L THIST 52 & T #4290
REILR L JERGGEDST X 1IERITH %

(e B1] 67 LM THE 151cm. A 67.3kg (BMI 295kg/m®) o BEAEIEIL. 0 F v & IR, Kk
JRIZCHFFEFH I o v e KU 15 SFERTICHERN. BIFEIX BT & . EANOBE#AIZ L <. 10 F 2L RIEREZ,
2017 4E 12 HICHE TR IS B AL L. KHREEmEE (RILT) ISRt S, SiRE T B b i i
HEOBWITABE L7zo APBERED HbAlc 1% 158% T\ M A 2 FHFT AL 2o ABE 10 HHTA S 2 £ T
DEVWEHRL, ABRBZRLFKEIZE ) BERANRTH - 12720, WWEEE OREE BRSBTS N7z,

(e RE] BRI B PR BE R = 0 72 O B AKATE T, &SI OMEHR IR Z L Tz HEN
(X, 42-45 D A WO BRDFRAE L. BT I E SR 20 38k 2 285 LT iee TIRERB X218 A% < . &1k
BIZEEAR Ly HICIZIEPZERE RS L Tz HEOPIRAMATIEHILHOZEMIC X 2 F i b E L, Fi
HOMWIGIZIEEBEDD V) - AR 513 Candida albicans HFRH S L7z o IREARREMAS T3 BREBIMEAS LA L.
TR 3 5 MIED D > 720 BERBIGH & BT LT, saRMirAE 112 X 2 e A 08 & a8 2 K 5 RS
BIREZ T o7 2 A, HRIZWNE L. Candida albicans TR & 72 o720 S SITHERR B X OB ReRE &=
MWL T MEFOHSHRLITIEM L. WREREIZWHEL 7.

[ 28] ARG TIEBERIFEPHEIC L O BRI X A TR L BRI 59 5 8B ICEDOREZVE L 72,
EHIT, FERIBICE DB TICE V. Candida albicans \2 X % 5% %FHR L. HHHOEMIAE L. T4
bhH, WEREIIHRFEISER L. 2oREICIZEZTORBERROK IR H 5 LER L2, LM O ITER
TIEMOLA L, WREE OREILRICEN), BFICHCEHOREEN 280 X9, AFEHEOUwEN L
CETHMHTH- 72

Objective: We report a diabetic patient with a taste disorder, who was successfully managed by sharing
information on oral examination among multi-occupations. Clinical Presentation and Intervention: The
patient had diabetes-induced xerostomia by dehydration and deficiency of metal elements involved in
taste sensation, furthermore had median rhomboid glossitis with Candida albicans infection. We conducted
treatment of diabetes and health guidance by sharing information on oral examination results among the
staff. Then, taste disorder was recovered gradually. Conclusion: Multi-occupations cooperation sharing
information on oral condition is useful to understand the pathology of this case, and for improvement of
patient’s lifestyle.
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A questionnaire survey on the current state of genetic diagnosis in oral pathology of dental schools
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AT AR 29 FE ORI B L E 1 LIt L, Y54 T v — b ~\OW KL 720 7
YA —MIOBEHNS Y, KBRS I NT TIIT o B, B2, ERM. iR ) R
HIZOWTEM L7,

18 KD AR RAEDE SN0 BEY ¥ TN &2 BIE T 2475 TW 2013 16 K% (89%) T
A HBWHWTIT o 728 Bh3% 5 DIE 8 K¥: (44%) Th o720 AL T WA D FEEHEG) TIIMERIRIEE (FEF)
RO 214%) . FEEES (7 25%). ME Y 28 EBRBIWE ([ 214%) 23%h 72, 16 K% (89%) THI
WESRFRIC BT B BIE T BT O LB ISR T 5 LB R TW2hS, BIET A D 720 O BAKK 22 K HIVE O A3t
HDOENTWAEDIEFRPERICE T o720 720 HARBRIOERIY A & HAROEREAZ O LT 0L
LTIE, BIETFHRESZ 27 VOERD 15 K% (833%). MATH OB LM 13 k¥ (722%). &4

DWiHA T4 VTN 15 KFE (833%) &% o7z

PR TEERBE LB 5 TS - B RIE 4 BB 5 LI N Twids, B TRET Lok
BEERHEED IEH T D HEA TRV, EMERE2E L2 RFEHOMDLETHLLEEZ LN,

The Japanese society of oral pathology and the Japanese society for evidence and the dental professional
conducted an online questionnaire survey on the current state of genetic diagnosis in oral pathology of the
dental schools in March, 2018. The survey revealed that genetic testing in oral pathology is recognized as
becoming more important in the near future, whereas it was suggested that the establishment of the system
of genetic testing at each university was not very advanced. We report the results of this survey in detail.
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Approach to sarcopenia and flail using the body composition measuring device in routine dental checkup
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RNEE R EOMMP L SOREEEE T TV,
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In late years sarcopenia and flail of the elderly person attract attention with the oral flail.

Because it is big, and it is related to various diseases and healing, the recovery of complications that a
nourishment state is related to.

For the patient in routine dental checkup, we measured it using a body composition meter and was
intended that we discovered a promising person of sarcopenia and flail early.

There was the person who had a weight loss gently although it was not recognized as a change of the
remarkable weight.

We let an administrative dietitian intervene for the patient positively.

In the patients of full dentures, we produced some malfunction such as the illfitting denture.

The approach to an elderly person by the many types of job cooperation is in an essential situation.

In the approach to the patient in the clinic, it was suggested that the cooperation with the administrative
dietitian was necessary.
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Item of the examination and the result related to oral frailty at center of medical dental
collaboration center in Kanagawa Dental University Hospital
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FRBRE) 2170720 BHREIAZ ) -V Z7ZHMEL A=V 7 LAV 7 LA VICET A (K
el ki) & LT, OIHBKNEE - ©EollE, @i, @7 I IHBEHG, @ EMERHET 7 X b
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Je b A G BREE) OSSR IHBHE K- EDOMZTH—F VT LA V-7 LA VIZESTLEZIT04% (73%),
ZONGEEBRE (F—F V74 7 FaF AR 60K 184 (45%).#ENH 250135 HIXERFME - fak-
PREARIZ 134 (33%) THo7z,
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In recent years, importance of dental correspondence for prevention and improvement of “Me-Byo” and
“frailty” is important as the average life expectancy and aging rate increase in Japan. In the “Medical
Dental Collaboration Center” at the KDU Hospital, we conducted a cross-sectional survey on eating habits
from the viewpoint of both dental and medical examination and nutritional science, and examined the
patient's lifestyle disease - frailty, periodontal disease - oral hypofunction to determine the index. This time,
we report the significance of oral frailty related examination items at this center and the outline of oral
frailty patients.
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Immunohistochemical analysis of adenomatoid odontogenic tumor

1) B H RS HF R
2) TH RSB R e B 40 B

OFARMERE Y, THEET 2, hRHESRY, KiligE?

OMiyamoto Yuka"?, Ehara Michiko”, Nakao Juna? and Nagayama Motohiko®

(B )] WiEkess s ES; (adenomatoid odontogenic tumor: AOT) & bRz RIFEM EA/EHIC X 2 FEB S
P9 ERE & LT 1992 4> WHO MER DB TUE [ ok PRI B2 1 B SERLRR 2 08 O ok ik RPERES: | (S8 &
NTW225, EAE, AIKAEWIZALAEEZILIC L 25 D Th S LIRS, 2005 4E0 WHO ##k5H D> S [Hh
Rk BB ERESS | IS I NS T L Lo Tzs ABIZETIE. AOT OMBRANIREE B X OV E RS 758 0 %
IO THRIZRIRAL A I ISHGET L 72,

[(F8B X O] WIH KREZERAER TR L 72 AOT SER # Medx g & L, R = 2 v FRzlE, M
BUHE, FRACEREEZEN & it 5 & LT, HE ¢fi. CK (AE1/AE3). CK14. Vimentin 3 X UF Collagen
NVotEgtazii L. AOT OREEEDJHIES £ O CKs & Vimentin D 5B % W5 L 72,

[# 3R] AOT @ Collagen VIZHAEIRMERE O NIEIZEEE R L7z 720 AOT TIRERD % W IZAEERE
WERRT EEARE B 20813 CKs . Vimentin Btk 28 L7225, BREIRREEFPAICHEED L E3ZRIR
WIS A D A WIZHiEEE % 23 M1 Tld CKs & Vimentin O ISR SNz WM, AR
PE3EHe Tid CKs & Vimentin O35 2 /R § EALAMAAE L7225, Ml F A v L B2l Cld CKs & Vimentin
DILFEHIIA LN D5 720

(% 2] BEBEORFEERT Collagen VOFEHAWRTRAEE ONBEIZALE L TWD 2 Eh 5 AOT DR
REEPEORECTII R BIRETH L Z LD L2, $72. AOT BX OB IE - AL EMEER O —
I A S 7z CKs & Vimentin O 35EBLE, HIEERMARZ RIE T 5 b O T% S RGAL 2w B2 (B2 i)
HERTHAHAZLZRTLDTHLEEZ LN,

[#% ] AOT &, BIETH 2P RS2 AT 2 hEESE CH O [ L MR EERES ] (2o sh
HIEWEYTHDLEEZ D,

To clarify the histological characteristics and origin of adenomatoid odontogenic tumor (AOT),
immunohistochemistry was performed with cytokeratins (AE1/AE3, CK14), Vimentin and type IV collagen
in AOT, calcifying odontogenic cyst (COC), complex odontoma and ameloblastoma (solid follicular type).
The inner thin layer of duct-like structure of AOT showed positive for type IV collagen, and peripheral
thin-squamous cells of duct-like structure and spindle-shaped cells with trabecular pattern revealed co-
expression of CKs and Vimentin. Co-expressing CKs and Vimentin of AOT revealed undifferentiated
odontogenic epithelium, and then AOT is epithelial odontogenic tumor with false glandular cavity.
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Assessing the expression of aquaporin 3 antigen-recognition sites in oral squamous cell carcinoma
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Background: Aquaporin3 (AQP3) serves as a water and glycerol transporter facilitating epithelial cell
hydration. Although previous studies have implicated AQP3 in cancer, immunohistochemical expression
of AQP3 in carcinomas remains controversial. We hypothesized that the differences in AQP3 antigen
recognition (AQP3 AR) sites may influence their expressions. Thus, this study aimed to investigate the
immunostaining patterns of the three different AQP3 AR sites in oral squamous cell carcinoma (OSCC),
comparing to the adjacent high-grade (moderate to severe) epithelial dysplasia (HG-ED), and normal oral
mucosa (NOM).

Study design: Specimens of OSCC (n = 51) with adjacent areas of HG-ED (n = 12) and NOM (n = 51)
were stained with anti-AQP3 antibodies (AR sites at amino-acid (AA) 250- C terminus, AA180-228, and N
terminus AA1-80) by immunohistochemistry.

Results: Strong membranous immunostaining was observed for AQP3 AR sites at AA250- C terminus
and AA180-228 in all the samples for NOM and weak AQP3 immunostaining for both the AR sites in all
the 12 samples for HG-ED. The invasive front (IF) of OSCC samples showed that AQP3 AR at AA250-C
terminus decreased in 42/51 samples (82.4%) and AA180-228 in 47/51 samples (92.2%). Conversely, in
AQP3 AR site at N terminus AA1-80, 51/51 samples (100%) of the NOM showed negative or slightly
positive in the cytoplasm of the lower layers. AQP3 expression was increased in 12/12 cases (100%) and
46/51 cases (90.2%) in the HG-ED and IF of OSCC.

Conclusion: AQP3 could be used as a biomarker for detecting malignant transformation. AQP3 AR site
differences influence their immunohistochemical expression in OSCC.
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Histological study of Verruciform xanthoma
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FEWCE 3707 7 —VHRHADPANITH S0 SHFA 1T, TIENIZA S N7 RE I EAED 8 FlICB VT
PRSI 2 1T - 72O THE T 50

Verruciform xanthoma in the oral mucosa is a very uncommon benign lesion. Histopathologically, the
lesion consisted of papillary growth and foam cells in the connective tissue papillae between the epithelial
rete ridges. It was first described by Shafer in 1971. The foam cells are thought to be of monocyte/
macrophage lineage. We report eight cases of oral Verruciform xanthoma.
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The expression of pleomorphic adenoma gene 1 in carcinoma ex pleomorphic adenoma
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[ 5] 2R W IR o Tt b SHEE DS W BN IR T 225, HRERPEVWRGHZ /T
JEME % 4 U % Carcinoma ex pleomorphic adenoma (CA ex-PA) DRIEZXLED) 2 E23H 5. ZINIED &=
T4 12 Pleomorphic adenoma gene 1 (PLAGL) S5 SN TWwW5b, Sk 4 id. i s, Lz - bz
FaEMEo 72 CA ex-PA ICB1F % PLAGL OFEHIZ D W THRIEHIFRALZAITHET L 72,

(5 ] ZMIE. CA exPA L BM S 74 3BTV THERF IS & PLAGL o8k z T
PLAGI D33 & JR{AE % ik b2 CHBEEAm L 72

(i R] MRRE0E. ST 2 AHRE R 2 R 3 BRE R i 1 B2 M o0 Fe S 340l & /R 3~ B B0 & ke
ke REIEARRE S 2 R T IBER 0200 & 7 B MM S A b N7ze — . CA ex-PA 1X. ZRBIEDO S %75
FACHES N OB R 5132 L < IR EIE 2 v JE B & OB FUSR BN T d - 72 LB HE 2 18 5 FEF T,
Wi E BRI D FEFEVERERE S A S I, AT & A o 7o 8AERHR R collagenous crystalloid Z /R HEEDED H 1L
72o —H Ty b - B R D SERITIX. 2 A & R 3R IE T b B2 AR O 5 ST AT oD AR R FE FE 1 3
FEAIA S, D WHIIE %2 A3 5L BEE IS A SNz PLAGL OFBUI L IRIE CldZ 12 mbatt 2 R
L7275, CA ex-PA Tl &FMICFEBULIME L. # REE TR MR A SBIRESA S, FRE - 1
BEHE Tl BICHEIWRI LM E 2 S BEICRTET 2  OMRAE L TRO b/,

[#%2] PLAGI1 @ rearrangement {Z & 2 3BUTHEII L TEIREDOIESLICE D A Z & %, PLAGI (2 HMGA2
%> FGFR1. TGFBR3 & fusion gene Z# 2R L. EHALICHG- T 52 EAVRIREINTE YD, AREFTH 20
HEME 2 7RI 3 A5 A O 7z,

Carcinoma ex pleomorphic adenoma (CA ex-PA) is developing from primary or recurrent pleomorphic
adenoma (PA) which is the most common benign salivary gland tumor. Pleomorphic adenoma genel
(PLAGI1) is well known to be a proto-oncogene in PA. The recurrent chromosomal rearrangement of the
PLAGI induces overexpression of PLAGI and intact PLAG]1 and HMBA2 causes Tpb53 mutation, resulting
in high-grade transformation. Furthermore, some of the novel PLAGI fusions including FGFR and TGFBR
were detected in several cases of CA ex-PA. The aim of this study is to evaluate the expression of PLAGI
in CA ex-PA.
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Distribution of mammaglobin positive cells in labial glands
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[# ] MGB BatEfifgix. BAEtE 2w LAMERT % 22 U CHAAE L7z BREEEEO MGB-PRIGEE T L ) &
o7z BLEOK MGB-PR & AR (BB LR - EH ) © MGBPR ICAEAZE R0 > 720 F 7% MGB-
PR. I#B MGB-PR B & UE% MGB-PR & 4E#ICAH B 2 h o 720 HOEE Y P cld. MUCSD Btk O RhiE
ML, MUCT Btk o SEmiie. S100 Batk o LRz, SOX10 Btk & Bt o4 filia s MGB itk % 7% L 72,
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ORRGTREAE e BVR S B2 0 72 2 2 B AAESBICAHAES S8R0 —3A%, 2 DLt ¢ MGB 45
REX 1T 2 RS E 2 N7z 720 MGB B EMifa o MBI R E i & MBIR7Z - 720 & LAKHE
WCTHAZEDH-7-2 L2 EET 5 L. MGB Bkl MBI - SER DA O EIRICBE S 5 X 5 12ibih
720 A, 20 AR MO OBETEREMETHFETH bo

The mammaglobin (MGB) distribution of salivary glands is unknown. Therefore, MGB was
immunohistochemically examined.

Total 30 cases were selected and divided into three age-groups with same sex ratio. Anti-MGB antibody
was used as a primary antibody, and MGB positive cell ratio (MGB-PR) was calculated.

A few MGB-positive cells were distributed throughout labial glands with a higher acinar MGB-PR.
Sex and age showed no relationship with MGB-PR. MGB co-localized with all other antibodies examined.
MGB positive cells could be normal counterparts of MGB positive tumors. Some stem cells rested in the
intercalated ducts might partly differentiate into MGB positive cells.
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