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Fig. 1. H&E and p16™“* immunohistochemical stains in
the formalin-fixed, paraffin-embedded tissue sections. SPI:
Subclinical papillomavirus infection. CIS: Carcinoma in situ.
H&E: Hematoxylin and eosin stain. p16™“*: Immuno-
histochemical stain for p16™“
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ot 3kxte] ZA9oll= 59 F 2¢] A% HPV AR} AIA]
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HPV DNA %4391 8¢ 5 HPV typeS F-A3E 74] ol 4]
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Hd 192 A8l 7¢)87%)NH BF ple™Art
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Fig. 2. A: H&E stain of CIS epithelium. B: p16™“* stain in
the same CIS epithelium, showing sharp contrast of
p16™“* stain between normal and CIS epithelium.
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Table 1. Summary of expressions of p16

INK4A

XY <

and HPV status on the histologic diagnosis in cervical tissue sections

i ; INK4A HPV
g.'sm'og'.c Number p16™"
iagnosis Expression Status Type
Normal 3 Negative ND ND
Negative ND ND
Negative Positive HR HPV 33
SPI 2 Positive Positive HR HPV 51
Positive Positive HR HPV 39, 58
Dysplasia 4 Positive Negative ND
Positive Negative ND
Positive Negative ND
Positive ND ND
Positive ND ND
Positive ND ND
Positive Negative ND
Cs > Positive Positive ND
Positive Positive HR HPV 16, 33, 51
LR HPV 14, 41
Positive ND ND
Invasive Positive ND ND
Carcinoma 5 Positive ND ND
Positive Positive HR HPV 16
Positive Positive HR HPV 56
SPI: Subclinical papilloma virus infection
HPV: Human papillomavirus
CIS: Carcinoma in situ
HR: High risk
LR: Low risk
ND: Not detected
a2 3 WAL 4 AgoR g ATt 47
A QT S HPV E6 T2 ps3 FoF oA while) %
A ARk Avs) AEaae) Aseg A 7] B 5280 HPV BT ©e Cyclindependent
Qe AR At 245 e wal 224§ kinase (CDK)Q! CDK4$F CDK6E FPaH&A17| AU %
A 34191 Ki-67," DNA 249} B ¥ CDC6, MCM5 3 & A el pRBO} Agste] pRBE EEASHA7]
AE3} transmembrane T ©.ZA] carbonic anhydrase ), oju) fF2]% E2F FAL Q1Atel] oJsf GyS &7 ©]3
EH91S Fdetal JE MN (£E CA IX) F9E5"9 o] Xg=m " BeAslE pRBE CDK4S} CDK6]
ol 7FsAel s Talo] ol ick. ek A Al QA ple™ie] RS FANT)E o2 LA
AZEOINE oy o] BaE wet ozl Fop  UTE oJ@ Qo) BB ple™ ) SHo) A7
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AT Qo PSR Asolk
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AT
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Diagnosis of Cervical Neoplasia Using Immunohistochemical
Staining of p16™ " **

Ji Young Kwon, M.D., Mi Young Jeong, M.D., Mi Nah Choi, M.D.,
Sung Ha Lee, M.D., Dong Gue Jang, M.D., Ki Sung Ryu, M.D.,

Jong Gu Rha, M.D., Ku Taek Han, M.D.

Department of Obstetrics and Gynecology, College of Medicine,
The Catholic University, Seoul, Korea

Objective : There is need for more objective diagnostic parameters to identify cervical dysplastic or neoplastic cells. So, we
examined the p16™“* expression in the cervical tissues to evaluate the value of p16™“ as a diagnostic parameter.

Methods : We examined the p16™“* expression by immunohistochemical staining in normal cenvical tissues (n=3), preneoplastic
lesions (n=6), carcinoma in situ (CIS, n=5), and invasive carcinomas (n=5) of the cervix, which were selected randomly by H&E
staining from the archives of formalin-fixed and paraffin-embedded tissues and we also examined the status of human
papillomavirus (HPV) infection in the same tissues.

Results : The positive rates of p16™“ expression was significantly higher in all abnormal cervical tissues including subdlinical
papillomavirus infection (SPI), dysplasia, CIS, and invasive carcinoma than in normal cervical epithelium (p=0.001). Despite the
strong expression of p16™“ in the area of CIS, no expression of p16™“ was observed in the area of normal epithelium in the
vicinity of CIS. 11 cases among 19 cases of examined tissue samples were tested for HPV infection. Seven of them showed
positivity for HPV DNA.

Conclusion : We herein demonstrated that p would be a sensitive and specific marker for the abnormal cervical cells in
tissue sections. This approach will help to reduce interobserver variations in the histopathologic interpretation of cervical biopsy
specimens.

1 6INK4A

Key Words : Cervical neoplasia, p16™“ Immunohistochemical staining, HPV type
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