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Hi hologic P: Affecting Transformation to Invasive Carcinoma of Laryngeal Dysplasia

Chan Woo Kim, M.D., Ji Young Gu, M.D., Seung Chul Oh, M.D.
11 Hwan Jang, M.D., Heung Eog Cha, M.D., Hyuni Cho, M.D.*

Department of Otolaryngology-Head and Neck Surgery, Pathology,*
Gil Hospital, Gachon Medical College, Inchon, Korea

Background : Laryngeal dysplasia was well known for premalignant lesion of larynx. Despite this
well recognized association, histologic changes that predict the presence of irreversible neoplastic
transformation remain poorly defined for laryngeal cancer.

Objectives : We performed this study for the purpose of determining histopathologic parameters
affecting malignant transformation of laryngeal dysplasia.

Material and Methods : A chart review was made of 16 patients with laryngeal dysplasia(mean
follow up, 28 months). Various histopatholgic parameters were assessed to define the progression
from dysplasia to invasive carcinoma.

Results : Mitotic activity, maturation level, nuclear pleomorphism, nucleolar prominence and
dyskeratosis were significant in progression of dysplasia to invasive carcinoma.

Conclusions : In our study, five specific histopathologic parameters were found to be significant in
the progression of laryngeal dysplasia to invasive carcinoma. But surface keratinization, stromal
inflammation, acanthosis, koilocytosis and abnormal mitotic figures had no apparent impact on
outcome.
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Table 1. Histopathologic parameters
Level of most superficial mitotic figures
Level of most superficial parabasal cells
Presence of abnormal mitotic figures
Degree of nuclear pleomorphism
Degree of stromal inflammation
Presence of dyskeratosis
Presence of hyperkeratosis
Presence of parakeratosis
Presence of koilocytosis
Degree of nucleolar prominence
Degree of acanthosis
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Fig. |. Level of most superficial mitotic figures in biopsies
from patients that progressed to invasive carcinoma
(Group ) and those that remained stable or
regressed (Group 2).
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upper third of the epithelium (H&E, original
magnification X200).
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Fig. 3. Level of most superficial parabasal cells in biopsies
from patients that progressed to invasive carcinoma
(Group 1) and those that remained stable or
regressed (Group 2).

. The most superficial immature cells reach to the
upper third of the epithelium (H&E, original
magnification X200).
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Fig. 5. Degree of nuclear pleomorphism in biopsies from
patients that progressed to invasive carcinoma
(Group 1) and those that remained stable or
regressed (Group 2).
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Fig. 6. The nuclei are irregular in size and shape, contain
coarse chromatin, multipolar abnormal mitotic
figure(arrow). The degree of nuclear pleomorphism
is graded as severe (H&E, original magnification

X200).
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Fig. 7. Presence of dyskeratosis in biopsies from patients
that progressed to invasive carcinoma (Group 1)
and those that remained stable or regressed
(Group 2).
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Fig. 8. Mild squamous dysplasia with dyskeratotic cells in
the epithelium (arrow),(H&E, original magnification
X200).
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Fig. 9. Degree of nucleolar prominence in biopsies from
patients that progressed to invasive carcinoma
(Group 1) and those that remained stable or
regressed (Group 2).
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Fig. 10. Severe squamous dysplasia with cells containing
prominent nucleolus(arrow). The degree of
nucleolar prominence graded as severe (H&E,
original magnification X400).
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