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Abstract: Objective To explore the infection status of high risk human papilloma virus (hrHPV) and its effects and
clinical significance on expression of cysteinyl aspartate specific protease 1 (Caspase— 1) and interleukin 1 B (IL-18) in
tissues of human cervical carcinoma. Methods A total of 102 patients with cervical carcinoma (cervical carcinoma group),

60 patients with cervical intraepithelial neoplasia (CIN group) and 30 patients with normal cervix (control group) were used
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as the research objects. PCR reverse dot hybridization method combined with DNA chip technique were used to detect
hrHPV. The expressions of Caspase—1 and IL-1B were detected by immunohistochemical technique. Data were analyzed
between hrHPV positive group and hrHPV negative group, between single type of hrHPV infection group and multiple type
of hrHPV infection group. The relationship between caspase—1 and IL-1f expression and clinicopathological parameters in
cervical carcinoma patients were observed. Results HrHPV infection was detected in 75 cases (73.5% ) in cervical
carcinoma group and 11 types of hrHPV were detected. In these 11 cases, single type and multiple type of hrHPV infection
were 61 cases (81.3% ) and 14 cases (18.7% ) separately. HrHPV infection rate was much higher in cervical carcinoma
group than those in CIN group and control group (36.7% and 6.7%). Caspase—1 and IL—1f positive rates were significantly
higher in cervical carcinoma group (61.8% and 51.0% ) than those in control group (26.7% and 23.3%). The positive rate of
Caspase— 1 was significantly higher in cervical carcinoma group than that in CIN group (40.0%, all P <0.01). The positive
rates of Caspase—1 and IL-1B(77.8% and 74.1% ) were higher in hrHPV DNA negative group than those in hrHPV DNA
positive group (56.0% and 42.7%). There were no statistical differences in positive rates of Caspase—1 and IL-1@ between
single type of hrHPV infection group and multiple type of hrHPV infection group (P >0.05). The difference of positive
expressions of Caspase—1 and IL—1B were significantly related with cell differentiation, tumor size, lymphatic metastasis and
clinical stage (P <0.05 or P<0.01). Conclusion There are single and multiple types of hrHPV infection in cervical

carcinoma and the infection rate is high. HrHPVs may promote the progression of cervical carcinoma by restraining the
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expressions of Caspase—1 and IL-1{.
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RGO G REEACAE S 3 FRIBM R K

1 #EMEFHE
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TR AR A
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1.5 Z5HHE (1)hrHPV DNA 43 BURG I - 45 45 1) 5,
L B (PC ) Wb B (55 5 DT o4 B ok PCS4h,
RS S B 5 BH R B S bR PC A A, 0 200 7E AH B
HPV 3 PRI 5 A (51555 R DA S v A4 s (0 B0 o5 1
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IL- 1B FH PR Y o B T AT . PHYESS SHE . 5%
R (3 ] o e 2 AR BT o b v o Yot s SR R AT 105, P
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1.6 SGuitgJiik RJH SPSS 15.0 AT G007 o
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#1(77.3% ), Hdr HPV16 Jy 10 1 (45.5% ) .HPV33
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Fig. 1 The positive expressions of Caspase—1 and IL-1p in
cytoplasm(SP,X100)

Kl 1 Caspase-1 1 IL-1B7EAHHIIT B RIX I BL(SP, x100)
Tab.1 Comparison of positive expressions of Caspase—1
and IL-1f3 between three groups

R 1 &4 Caspase-1 0 IL-1BPHERIELLE #1(%)

251 n Caspase—1 [H IL-1BFH M
papistiil 30 8(26.7) 7(23.3)
CIN 41 60 24(40.0) 22(36.7)
BB AL 102 63(61.8)" 52(51.0)"
X 14.559** 8.373"
“P<0.05,""P<0.01;" 5XIIRA A, 5 CIN A E4L, P < 0.01

2.3 B IR E Caspase— 1. IL-1BAYFHIER K 5
heHPV LG R 102 B2 B, heHPV DNA
FH:2H 1Y Caspase—1 il IL- 1B BH ME R 1K K ¥ & F
hrHPV DNA FH#:4H (P <0.05 3 P<0.01), L3 2,

Tab.2 Comparison of the relationship between hrHPV and

expressions of Caspase—1 and IL—-1 in cervical carcinoma

* 2 EHEDH hrHPV B 5 Caspase-1.IL-18
PRIERIERIE R %1 (%)
hrHPV DNA n Caspase—1 [T IL-1BFH M
FH 2R 75 42(56.0) 32(42.7)
B0 27 21(77.8) 20(74.1)
X 3.987* 7.836%*

*P <0.05,°" P <0.01
2.4 hrHPV H— /gL 5 2§ YL X} Caspase—1 Fil
IL-1BRIKIM LM B B 75 4] heHPV J&R Gy
1, Caspase—1 1 IL- 1B 1Y FH M & 15 4E hrHPV HL
— IR 5 2 E R E R TG B (P >
0.05), L3 3,
Tab.3 The effects of hrHPV infection type on expressions

of Caspase—1 and IL—-1f in cervical carcinoma
# 3 hrHPV FFEEIXT Caspase—1 FA

IL-1BRIEHI RN %1 (%)
IR i n Caspase—1 FHTE IL-1BFH
Bk 61 53(86.9) 44(72.1)
EavaT Y 14 10(71.4) 8(57.1)
% 2.024 1.023
¥1P>0.05
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2.5 Caspase—1 Fll IL-1B 3Rk 55 i H & s PRI
BB KFR  TE 102 5 50 L H T |, Caspase-1
L~ 1B A B IR e A A 2 oA 2 s T
el M AR <4 om 418 TR ELAE > 4 em
kR R AR T Ok s e R A i IR 4319
[+ T4 FM+IV4L(P<0.05 5% P<0.01), Mi7EE
U 5 g [R) 1Y R 08 22 S g it B L (P >
0.05), W3 4.

Tab.4 The relationship between expressions of Caspase-1,
IL-10 and clinicopathologic factors of cervical carcinoma

%X 4 Caspase-1 #1 IL-1B8KiE 5 EMEE B EIGIK

HRIESHMXR #1(%)
FZ n  Caspase—1 FHTE X IL-1B A X
EI ARSI |
iy 89 54(60.7) 46(51.7)
0.352 0.139
] 13 9(69.2) 6(46.2)
ik
marfe 39 30(76.9) . 25(64.1) ,
6.143 4351*
sk 63 33(52.4) 27(42.9)
Jihged A%
<4 c¢m 77 53(68.8) 44(57.1) )
6.643** 4.774*
>4cem 25 10(40.0) 8(32.0)
NRER A
H 29 12(41.4) 9(31.0) )
7.130%* 6.451"
Ja 73 51(69.9) 43(58.9)
I R4
[+1 81 55(67.9) 46(56.8) ,
6.273" 5.314"
m+v 21 8(38.1) 6(28.6)

“P<0.05,""P<0.01

3 it

PGt , 754 545 RG0S MR, K4
5.29% A 3 i RE Y A& VA PR T HPY JERGE ™, heHPV
SR B B R AR T B R N R HR YR R
AL FERE B IEAOC . AT R, 102 ' #ij
o heHPV JERGe 2k 73.5% , Horh s — 2578 heHPV ik
Ye i 81.3% (61/75) , 2 7 heHPV &L 7 18.7% (14/
75), B = T CIN 2 K6 BRA, BRI /R heHPV %
Yo 558 B0 & AT REAFAE SRR . ARWFSEH heHPV
JRRGL 1 AR LR 35 Xl BH A5 ) A A ) R e AR
B heHPV G R AR, (H L HT i 2 SURR AR B A6 H
AR, 78 HL R PR BS54 0 7 vk Y SO Tl A b,
AHIFFE R G 0 A AR A R fef B SRR AL A A —
SEFLRE A BESE I heHPV A4S 45 5. 76 heHPV
RUGI53AG L, Chen 55745 3GH , AE P EIAERS EAR AR
6% 7 AR Y 664 195 S, HPV 16 B4
HR N 76.7% , HPV 18 IR YL 8.0% , hJk e
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e PR, FEABFSE T, HPV16 . HPV18 7E & 3
I TP R L R )l 42.2% (43/102) Tl 14.7% (15/
102) , & G118 56.9% , AF4E—E B 22 5, HEDIBR
5 HPV 75 DX [A] 1 7345 22 5 A1 R AR A RN
WA RE T TR ZE R A AR

PKR J& ML G528 2 Gt vt Bt d 2 J8k 4% A ik g
R EE YRR 1, 25 RAE R s &
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2 1k M B R AL 152 5] heHPV AR 5 T 7 B 3
Jii Hela 400, HPV18 E6 & 66 B & M PKR 1
ik BomEt , JHE i HeLa 403858 228", Hitk
e, 7B S0 L 2 PKR KR MR 19 38005 7
Al HEsz 3] TR

RYERBIE AT Caspase—1 A R H A A
WG Y Caspase—1, i 2 7 5% U1 40 B I i ) 5¢ %
M, FEE IR R LA 3 2k e 20 440 i P9 21 2
FREE S B s, B M IP iK 3E, e A 805
AR 5 R A AR T JE A 40 B AR T LA T IR
1) T 5 240 16 PR DR A T 7 A L A ST T B S e g
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AN R LA | R AR RS i i AR I e A i F
55 R I, Caspase—1 FRik K5 0 M Jbig &A= | iE g
S VIR OC , Bk 22 08 3 Wb B vy (B A0S P
Wy KRS ORI BIA L AR BN,
hrHPV DNA BHEZH 1) Caspase—1 P ik 3 5 T
hrHPV DNA [HPEZ, KB Caspase—1 HYFRIKKF-TE
hrHPV DNA FHPEZH 23 1 2 r il , % 185t A R
5 PKR YRR Saf A3z B, R AEAARSE 52 252
Wi, FEL Caspase—1 BIATE LA Caspase—1 F i /b
H KA A TTRES heHPV B AEAH] T Caspase—1 Aij
PR BTG A 5%, Caspase—1 IR IR 4 1) B 0098 K84 b
P EN AV SO K S NI T 8 R 0o =N S B R Nt
e LA RN R A3 B W A5 R B9 I AR BRARR R
I, Caspase—1 HYFIRFEAR AT BG4I AE T SR
P Rl 3% A 55 R, ) A I v B By I 2, 4
I3 ] B 5B S0 I R AR M R A G

IL-1B /& Caspase—1 JIG 1) F LR YEH F, IL-
1357 BTl 8 3R Ik i 2R 25 3RS Ry 8 o AR A
Be R AU TEXT B i i i v S B ORSE 1B R A
PLKCTE B B e WLk 2R BF9E 2 L, heHPV E6
PP 40 S P9 TL— 1@ Hij A A FE it 6 38 7K I 25 ik 2>
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52,7 E6 AR, IL-1 B AT AE 1492 F %1% Fo-
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AP WA ) 2R A, T O siRNA B BR E6-AP
FEIR T~ 1 BRTRFIAIR B B 1EH /K, AL 4%
8K, heHPV DNA BP0 TL- 18 BHIEF A R
T hrHPV DNA FHPEAL, 00 heHPV 90| T 1L-
1BIIFRIL, 5 FRHRE — 2, $2/R 1L- 1Rk Bk
DRI IR T R A AR FELT B AU RS A
B I G BEAFAE , IL- 18 7T BEXE heHPV b 58¢ 58
WAL S| & e R o il AR . e
I, Caspase—1 Fll IL—1B7E & St AL AN & it 72
F S R A T IREVE R, T heHPV 5 9 25 22 305 A4 )
FEEE AT RE B UOE T W IIRAE IR RN, ARSESG
gL R heHPY ] 7B RV S G 50T
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RRES G L BN, A IR H &0
K B 2R 1000 copies/mL LLF RS,
BRI, heHPV (4G H o] BEAF7E I B PR B 1% B, 76 )5
SR T B R & e B AR R,
KAKFE UL heHPV X RAERIH AT 54> T RIBM R
i) Fl heHPV B — R gt 55 22 8 Jlk e 25 (] AH OC P+ 19
A Rt — AT .

Zi ETR  heHPV 765 3008 H oA e 0 2%
YesR s heHPV 76 B S0 4 20 f B ] BEFI 1 T R
PEARF AT 543 Caspase—1 Fl IL-1BAYZRIA ,, FEL
TE S BN R AYIm REREIE . Caspase—1 Fll
IL-1BR[fES 5 Ty 8w k4 LR
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