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Oral displeasure

how to report difficult oral biopsies
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Introduction

basic anatomy and histology of oral cavity
what kind of lesions are biopsied
Dysplasia and grading systems

Benign things that look malignant
Malignant things that look benign

How do we get the message across to
the guy/gal with the knife?
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lesions of the oral mucosa v
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Introduction MINI-SYMPOSIUM: ORAL AND MAXILLOFACIAL SURGERY

There are few more diagnostically challenging areas ot oral
pathology than papillary and verrucous lesions. Not only is the
terminology confusing (Table 1), but some normal oral mucosal
structures, inflammatory polyps and viral papillomas as well as
dysplastic and malignant lesions may share microscopic appear-
ances. Clinical information and an adequate biopsy are essential
tor accurate diagnosis. The purpose of this review is to highlight
the histological features which provide guidance in the assess-
ment of this difficult group of lesions, paying particular attention
t0 verrucous hyperplasia, papillary dysplasia, papillary and ver-
rucous carcinoma.
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A Location, location, location
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Tongue anatomy and papillae
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Figuro 15.28 Fungiform papillae
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What do nt heyo

Leukoplakia

Erythroplakia

A Also expect biopsies from pigmented
macules, plagues, striae, keratoses,
polyps, ulcers and masses. Often no
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Leukoplakia - Histology

Up to 80% show no dysplasia
20% - 50% show dysplasia
9% show carcinoma-in-Situ

9% are squamous cell carcinoma




Hypothetical model for head

and neck carcinogenesis

Mild Moderate Severe Carcinoma Invasive
Normal Hyperplasia  Dysplasia Dysplasia Dysplasia In Situ Carcinoma
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E-cadherin
" CXCRA-SDF-1
acns VEGF(R)s, POGF(R)
—— Geno FGF(R), TGFa/B(R)
Interleukin-8(R)
LOM: 8p, 11q.13q. 14q  MMPs X

= LOH: 3p14, 9921, 17p13 ‘. LOH: 6p. 402710023
EGFR, p53,Rb, p6S, COX-2, p16, cyclin D1, PTEN

Haddad RI and Shin DM. N Engl J Med 2008, 359:1143-54




Dysplasia grading schemes

Oral epithelial
dysplasia

Squamous intra-
epithelial neoplasia

Lliubljana scheme

Classic larynx
scheme

Hyperplasia

N/A

Simple hyperplasia

Laryngeal keratosis

Mild

Basal/parabasal
hyperplasia

Hyperplasia

Moderate

Ca-in-situ

Atypical hyperplasia

Keratosis with
dysplasia

Ca-in-situ

Ca-in-situ

(Based on Bames et al, WHO Blue Book’ 2005, Bouquot et al, 2006)




Barnes L et al. WHO Classification of Tumours.
Pathology & Genetics of the Head and Neck
Tumours (2005)

Table 3.6 Criteria used for diagnosing dysplasia

Architecture Cytology

Irregular epithelial stratification Abnormal variation in nuclear size
(anisonucleosis)

Loss of polarity of basal cells Abnormal variation in nuclear shape
(nuclear pleomorphism)

Drop-shaped rete ridges Abnormal variation in cell size (anisocytosis)

Increased number of mitotic figures Abnormal variation in cell shape
(cellular pleomorphism)

Abnormal superficial mitoses Increased nuclear-cytoplasmic ratio

Premature keratinization in single cells Increased nuclear size

(dyskeratosis)

Keratin pearls within rete pegs Atypical mitotic figures
Increased number and size of nucleoli
Hyperchromasia




Mild epithelial dysplasia

Changes are limited
to the lower 1/3 of
the epithelium




Moderate epithelial dysplasia

Changes extend in
to the middle 1/3 of
the epithelium




-m
»
19
o
"
>
T
m
d
=
=
o
v
v
SN
@
>
v
)

to the upper 1/3 of

Changes extend in
the epithelium




Carcinoma-in-situ

Changes extend
through the full
thickness of the
epithelium




Progression of dysplastic lesions

Mild < 5%

Moderate 5% — 15%

Severe 10% - 50%
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Evaluation of a new binary system of grading
oral epithelial dysplasia for prediction

of malignant transformation

Omar Kujan , Richard J. Oliver ®, Ammar Khattab °,
Stephen A. Roberts “, Nalin Thakker °, Philip Sloan ™*

* B8 cases
« 4 observers

» Calculated Ks and for the 5 point scale and for the binary scale




Binary classification system

Low Risk High Risk

No dysplasia Moderate

Borderline Severe
Mild Ca-In-situ




Bernard Ackerman:

“ The term dysplasia has never been defined In

a lucid, comprehensible, repeatable way and
has no place in the parlance of
pathology”




Conclusions

There Is a consensus that better tools are
needed for the prediction of malignant

progression in oral potentially malignant
lesions

Biomarkers
DNA ploidy analysis
Cytology




Benign conditions that can
look neoplastic clinically
and/or histologically
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Smoking-induced hyperkeratosis

These may have a ‘chevron’ papillary surface pattern (Figure 1).
Another clue to a smoking-associated lesion is hypermelanosis in
the basal and parabasal strata, with associated pigmentary incon-
tinence in the juxta-epithelial lamina propria.
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Papillary hyperplasia

_Usually palate adjacent to a denture: candida typical but not
always
A May be associated with Rhomboid glossitis

A Benign unlike veracious hyperplasia



