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Correlation among P16 " expression, human papilloma virus infection,and cervical

intraepithelial neoplasia progression
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Abstract Objective To explore the correlation among P16 expression, human papilloma virus (HPV) infection,and cervical

intraepithelial neoplasia (CIN) . Methods A total of 197 patients with CIN who visited our hospital between February 2020 and May
2023 were selected, including 62 with CIN1,89 with CIN2,and 46 with CIN3. At the same time, 50 patients who underwent total hyste-

NK4a

rectomy and had normal cervical tissue confirmed by postoperative pathology were selected as the control group. P16™* expression and

HPV infection were detected in each patient. Results The positive P16™*

10.00% and 0.00%, respectively, significantly lower than those of patients with CIN (72.08% and 45.69% , respectively) (P < 0.05) . The
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expression and HPV infection rates of the control group were
positive P16 expression rates of patients with CIN2 and CIN3 were 80.90% and 91.30% , respectively, significantly higher than that of
patients with CIN1 (45.16%) (P < 0.05) . The HPV infection rate among patients with CIN3 was 63.04% , significantly higher than those
of patients with CIN1 (33.87%) and CIN2 (44.94%) (P < 0.05) . The positive P16™** expression rate of patients with CIN and HPV infec-
tion was 93.33%, significantly higher than that of patients with CIN but without HPV infection (54.21%) (P < 0.05) .The positive P16"™*
expression rate of patients with HPV16/18 infection was 100.00% , significantly higher than that of patients with HPV31/33/53 infection
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(85.00%) (P < 0.05) . There was no statistically significant difference in the positive P16 expression rate among patients with CIN by
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clinical characteristics such as age and body mass index (P > 0.05) . Conclusion The P16 expression rate among patients with CIN

is significantly increased and correlated with lesion degree and HPV infection status.
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Tab.1 Comparison of general clinical data of patients in each group

Group n Age (year) BMI (kg/m®)
CIN 1 62 48.28 £9.71 2234 £2.04
CIN 2 89 47.45 +9.00 22.12+£1.92
CIN3 46 49.21 + 8.85 21.95£2.11
Control 50 4850 £9.11 22.05 £2.00
F 0.403 0.378

P 0.751 0.769

BMI, body mass index.
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Tab.2 Comparison of P1

positive expression rate and HPV infection rate among the groups [n(%)]

Group n P16™* positive expression rate HPYV infection rate
CIN1 62 28(45.16) " 21(33.87)"
CIN2 89 72(80.90) " 40(44.94)"
CIN3 46 42(91.30) "% 29 (63.04) 27
Control 50 5(10.00) 0(0)

X’ 92.362 45.842

P <0.001 0.001

1) P < 0.05 vs. control group;2) P < 0.05 vs. CIN1 group;3) P < 0.05 vs. CIN2 group.

#3 CINEBEPHPVELESP16"“HMRERX R

Tab.3 Relationship between HPV infection and P16™“* positive expression rate in CIN patients

Group HPYV infection n P16 positive expression rate [n(%)] X 2 P
CIN1 (n =62) 8.847 0.003
Yes 21 15(71.43)
No 41 13(31.71)
CIN2 (n = 89) 17.154 <0.001
Yes 40 40(100.00)
No 49 32(65.31)
CIN3 (n = 46) 4.804 0.028
Yes 29 29 (100.00)
No 17 13(76.47)
~z % 12-13] )
3 itie HEARZ PR 2 2R 5 e Ak HPV IR L iR
JTE

B HPVIE YL A 5 CIN, H 2 Kk e
Fom . HPVIEE 5 CINAY B R & AL A
KA, HPVZ—FDNAJGEE , HE 26 5 5 W 7Y
HPVIER YL J5 , 0l F A B 30 2 40, IF6 F Bt DNA
R T AN MEDNA T, DT LE 4 M Y HET T TR R
fil. HPV DNARYEE & 25 R BUR 31 Bz 40 i rh 5L 1
SR, AT B T A0 M I 5 A 9 s AL 350168 40 e

Al G RE B B AR AL, O A IE R AR, &
HECIN R RN 901, 1T B 88 o ey aivgi ) . i
— R FTHPVIER YL 5B 2 CINE J 5 A S BIL ], ASHF
FEXF T AN RICING S 2 s P16 33k S HPV ke
% 00, 43 HTP16™N S HPVIE L LA B CINGE & 22 [1] )
ORHK, LABIA B FNGT T 8 S SR R AR
P16 S — Fofr 4100 ) 40 A 348 7 1) 2, H 32
Iy 68 2 47 200 T B0, 300 3 0 o) 200 e SR B4R P



780 -

HREERRESR H53%E

ik B35 1P, 15 2 ML DG SR ST 4=, DA T 47 il
A 5T AECINA, TR S %
P13 A0 P] e SRR P16 M S —Fh F FR AR
BB, A S AR A . CINZR 08, 5 a1
B S2 AV P CH, 240 i A S R RS2 B A P AL Bg™
5, R P16 N B Rk, LA R A0

HEFH

AW FT 45 S R, ) R 4L P16™BH 1 3 ik K
B 4 Ik F-CIN1,CIN2HICIN3 R % ; CIN2FICIN3 R %
P16™ BH 1 235 % B 12 5 FCINTAE & . B CIN R
#PI6M KT, AR I K R
SR ST RS

F4 FEIGERBECINEEP16M IR RIARRHPV SR L
Tab.4 Comparison of P16™** positive expression rate and HPV infection rate in CIN patients with different clinical characteristics

INK4: s .
P16 ™" positive expression

HPV infection

Characteristics rate [n (%) | X 2 P rate [ (%) | X 2 P
Age 0.472 0.492 0.921 0.337
<50 years 89 62 (69.66) 44 (49.44)
=50 years 108 80 (74.07) 46(42.59)
BMI 0.181 0.671 0.045 0.832
<24 kg/m’ 121 88(72.73) 56(46.28)
=24 kg/m’ 76 54(71.05) 34(44.74)
Menopause 0.827 0.363 0.098 0.754
Yes 114 85(74.56) 51(44.74)
No 83 57(68.67) 39(46.99)
Hypertension 0.056 0.813 0.166 0.683
Yes 62 44(70.97) 27(43.55)
No 135 98(72.59) 63 (46.67)
Diabetes 0.269 0.604 0.127 0.721
Yes 48 36(75.00) 23(47.92)
No 149 106 (71.14) 67(44.97)
Smoking status 1.379 0.240 0.052 0.819
Former or current 51 40(78.43) 24.(47.06)
Never 146 102 (69.86) 66(45.21)
Alcohol consumption 0.079 0.778 0.172 0.678
Former or current 42 31(73.81) 18 (42.86)
Never 155 111(71.61) 72(46.45)
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