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Clinical Analysis on Expression of p16, p21, and Ki-67 in Cervical Intraepithelial
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Abstract; [ Objective] To explore expression alterations of CKIs p16 and p21 and cell proliferation marker Ki-67 in young women
with cervical intraepithelial neoplasia (CIN) II —III .[ Methods ]A total of 109 women were recruited in our study for cervical lesion
treatments.  They all had high-risk HPV DNA tests by hybrid capture I (HC I )and their final diagnoses of CIN Il — Il by
histopathologic tests were obtained after cervical biopsy and operations. They were divided into two groups according to their ages:
group of < 35 years old and of = 35. Then p16,p21 and Ki-67 expressions were determined by immunohistochemical tests. [ Results]
High-risk HPV DNA was detected in all women with positive rate of 100% and high-risk HPV DNA load showed no significant
difference between two groups [group of <35 years old; (498 +848 )pg/mlL, group of = 35. (548 + 756)pg/mL,P > 0.05]. And
significant difference didn’t exist in p16 expression, either(< 35:100%, = 35:96.72% ,P > 0.05). While compared with group of =
35 years old  (p21:39.34%,Ki-67:75.41%) , positive rates of p21 and Ki-67 in group of < 35 were increased and differed statistically
(p21: 60.42% ,Ki-67:91.67% ,P < 0.05). [ Conclusion] Among women with CIN, p21 and Ki-67 expressions in cervical lesions are
more frequent in young women. For them, p21 and Ki-67 tests may be added and positive results may predict progressive lesion.
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RFJE 1.5 ~2 um, 60 CHER 1 h, H RGBS

RS 22 7K 4k, 30 mL/L H,0, 2038 10 min, $iJ5 &
%2, PBS ik, DAB 4ita, PBS B —HulE R
YR e AARE R B A, AU (B) 40
WYLt BARE R E N AR M, B — = AL
THE 200 4206, Bk U0 BEALILEE 5 S REF, B
PRI > 59%H 72 R as R B
1.3 SGitFabiE

THEAL SPSS 13.0 i R T 502 34T,
JEIER S R PORMTAES SR %, TR
11 X2 K5, WA A bR A TR DG 3T

2 % R
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SRR ARG H = fE R HPV DNA, PIZH PR
B2 100%., <35 % A fail HPV DNA H (i $ch
136 pg/mL, VUSRI A 812 pg/mL; = 35 %4 H(ir
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Table 1 Positive rates of p16,p21, and Ki67 in women
with CIN I -1 n(%)

Group n pl6 p21 Ki-67
<35 years 48 48(100%) 29(60.42%)"V 44(91.67%)"
= 35years 61 59(96.72%) 24(39.34%) 46(75.41%)
X 4.77 4.93

1)P < 0.05 vs group of =35 years old
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Fig.1 Expression of p16,p21, Ki-67
A :pl6 positive (200x) ;B:pl6 negative; C;ki-67 positive (200x);D;p21 positive (100 x);E:p21 negative (100 x) ; Brownish staining cells

(nucleus or/and cytoplasm)were positive expression
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