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HE . B T AIL KRB mE(HPV ) BT HARKALHE —2( COX—2 ) &3] 7 4% E,( PGE,)
FRERFUY MR LML X R, ik RALMK IR AER HPV, EiF5 e TROBERE (qRT-
PCR) #0'Z H 44 COX-2 mRNA £ AL, BaRk % &R MX3 (ELISA) 40 f PGE, 4%, 4R HPV
DNA R EA COX2 A2 A 5 THBERLEEEME (P<0.05), 5 HPV M EF LI, HPV Fal &%
2 PGE, & 27t & (P <0.05), A& HPV mEH B, & PGE, 2B %, ZEME (1, =0257, P=
0.003 ). BFHREEH COX-2 kAL PGE, A FZEMX (1, =0.684, P=0.000), 5 /£ HPV &5 H
EBHT, THAR COX-2 FHkik, o PGE, 22 d, LMIMEATRETHEMGYH, ATHz., BEL
HAAEREP EEEREE, B RET TRBRET H709 855,
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Effect of HPV infection on expression of cervix
COX-2 serum PGE,*
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Abstract: Objective To investigate the effect of by human papilloma virus (HPV) infection on
cyclooxygenase cyclooxygenase 2 (COX-2) and prostaglandin E, (PGE,) expression. Methods Hybrid capture 2
testing method was applied for HPV detection. Real-time PCR and ELISA was performed for detection of COX-2 in
cervical tissue and serum PGE,. Results Load of HPV DNA and expression of COX-2 were positively correlated
with the degree of cervical lesions (P < 0.05). Compared with HPV negative patients, the serum levels of PGE, was
increased significantly along with increase of HPV DNA load (P < 0.05). The expression of COX-2 was positively
correlated with the content of PGE, in patients with cervical cancer (r = 0.684, P = 0.000). Conclusions High
expression of COX-2 and PGE, may be involved in development and progression of cervical cancer, which could
provide a novel point for drug developement.
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: HPV JBLX 2 8 COX -2 35 MMMl PGE, Feik7K -1y

( cyclooxygenase, COX-2 ) K HijF|# % E, ( Prostaglandin
E,, PGE,) {EA8MERAE IS sh B0 5 5l o fe vh iy B
AEZAEM, BHol LAHE AR, 3[R 0 28 o iy 5
B T R AR R T ARBE SRR  HPV R
Xt e SR 4, FE L (cervical intrae—
pithelial neoplasia, CIN ) FESUEHLA PR COX-2 F
RIKAF- Sl PGE, &5 5 BYSZIR 5 BIFSE DN ES 3058 E o 728
BE BRI B, HPV B RPIRES AR S
COX=2 Hil PGE, FLRIIAAICNE, f878 HPV IS5 R4E
J VA B 200 72 T J e AT A R S A ) A
TN P B E S A . RS T R AL
i, SHAHSCER IR RIS . JRYT . BUERRAEELE S
SEEARAE , N R S TR T A

1 #AREFE

e A< % 434

VEHL 2014 4F 1 H—2015 4F 12 H &M i1 g =
BEAT A aN ARRHERI WIS N B 50 R 40 Bil1E ' 3
FRd. AW 28 ~ 69 %, ALAEIR 45 % 5 B 5
(12.5%), i 35 ] (87.5% ). % HR = P 4 7= Bt
(Figo) ‘B, 116 4] (40.0% ), 111 10 %
(25.0%), M 14 B (35% ), BUBRASHTEIAESZH
A7 . JEERRH P AR IR T B 2R T g T
AR LB 20 B E IR A )M CIN 35 20 i CIN 41 ),

BHVE B NASRIE . OIS E SRR W]
W 5 @ Karhofsky 743 >70 43 5 @ 2 J& A MR
AT . Bl w] DEARSE S A S AR R AR 2h, 3d N
RAYBAE vh e S HBTE N 259, 24 h IWTCPEAES 5
D/ MERE 18 %, T KA 70 % 5 QB A%
ERE.

MEYEE RIS . CIN BE AR : OEPEE 5%
CIN Wi ; @2 JE N AR RIS R I8 . B =] DTARSE:
AT IR RS2, , 3 d NORSBHIE sk sl fd
HENZY, 24 h WRIEITHANR ; OR/NER 18 47,
RAES 70 2 @iEE QB ERE T HEBRRE
OB I HAMEPEME EF ; QA YT ; @I
A B BB RS s @R
COX #lFaIan « BTaEIDTAR, THARIMSE. AR piE
AT Vo, T R AR B S R
1.2 FHik
1.2.1  HPV manlirAegkE  HC TEIERMALR
R E S MbRAS 1 0y, 245 BUBS e 7,

1.1

BN AR R B BUE, R P B S04 R 4 42 it /
W ER 3 ~ 5 W, WURMIEEEE, R BARE
W4 AR ROR RS M OCE B . Hi B 2E [E Digene 20
F] HC 1T HPV DNA fiR70) S i 05, it 2458
ik TARFE AR HPV (16, 18, 31, 33, 35, 39,
45, 51, 52, 56, 58. 59 F11 68 #l ), DML 2000 fif fL
A 1152 25 DU S A AR (R AH XS G B A7 (relative light unit,
RLU ), B8V RLU/ ARAEFI X BREY RLU LU {H =
1.0 2Wih HPV FHYE, 25 HUAE <1.0, WA A B
122 FENRXZTERGEER D ( quantitative real—
time polymerase chain reaction, qRT—PCR J#&i] COX—2
mRNA AR BOH TR YIS E SR AR A, 7R
WA B PARAEAS o Trizol $2HUA L1 RNA, H4E
Promega (dt5%) AEWHARA R W] M-MLV #5:4E U
Pl 4 M cDNA. qRT-PCR Kl ZH4 COX-2 K&
WS HEK GAPDH W31k, 51974 . COX-2 IEm5]
Y1k 5'-CTCCTGTGCCTGATGATTGC-3', R Ia514¥H
5'-CAGCCCGTTGGTGAAAGC-3' ; GAPDH iF [1] 5| ¥
9 5'-TGACTTCAACAGCGACACCCA-3', JZ [0 514K
5'-CACCCTGTTGCTGTAGCCAAA-3', %JH 20.0 w1z
MR Z :SYBR Taq 10.0 w1, IEZ 54 (2.5 pmol/L)
4405 wl, ¢DNA 1.0 w1, RNase—Free H,08.0 w1, JZIi]
S19(2.5 pmol/L)0.5 wlo R GRS ( reverse
transcription—polymerase chain reaction, RT-PCR ) % %{ .
95 CHIAME 2 min, 95°CAEME 15 s, 58°CIR k 205, 72°C
FEM 20 s, AT 45 PDEER,
1.2.3  ELISA #0l f2 PGE, &%  43JI5R4E CIN 4 &
BB 2H R A IEFR KN 5 ml, 5% EDTA B, Fill
J& 2 000 r/min &0 5 min, AFE M, BA -20°CK
R A BRARAE RN, ELISA K I 7 PGE, (9K -,
PGE, Filia0 & 0W A 22 R&D AH],
1.3 FitEFHE

BAE TR SPSS 22.0 Geit 8. A IEAS
AEITETORIAEL + friE2E (xxs) Fom, Z410H
SR 22500, L HEBCR A ¢ R0 sl BRI 565,
AR Spearman i, P <0.05 bR A G011
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21 HPVIHEHEHERK COX-2 EAREFHHLA
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BHiARA (3.6+0.6), CINY (65+1.5), ‘BHHmU
(104 +29), CIN 41 KEHEMASETRA LA, 2
SAE G L (F =66.950, P =0. ooo) ( JLE 1A )5
qRT-PCR £ I &5 3 v] UL [a] 8 #3041 40 COX-2
mRNA ¥/ —EBERIL, 5 méjﬁ%éﬁ (41+09)
e, CIN4L (7.6+1.3) Hh COX-2 £ikTtm, 7
FGi# 5 X (1=9.884,P=0.001 ); B &t (10.5 +
1.1) ' COX-2 mRNA ik 5 CIN 41 1bE:, ZH5A%
P X (£=-9.052, P=0.000), = #HiEA T COX-2
mRNA FiETHE . HILATH, COX-2 Fik e st
JEAE (WLE 1B ).
22 FIMALRH HPV B5 COX-2, PGE,mRNA
FRIEHIHE XM

R4 HPV B YL AR AT 43 19 HPV B4 41 F1 HPV
FHPEZL ) COX-2 mRNA EIk K500 (47+£1.2)
A1 (10.2+1.6), HPV JZ 4% BH M B i 2 21 b COX-2
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HPV B EH#HES COX-2 EAREHMALPMRIE

mRNA FRK7KF & TR E HAH L (1 =15.062,
0.000) ( WL 2A ) ; Ifil{% PGE, mRNA %%uk%éa\%"b@
(7.0+1.9) F1 (10.5+2.3), HPV JE&Y fH 5 Fidl 4
o PGE, mRNA Rk 5P EHAL LK, Z5A%
P15 X (1=6.426, P=0.000) (A #HLH PGF,
mRNA FKikFm (ULE 2B ).
2.3 EIEEEME PGE, 5 HPV mEH=K1H
a‘é'l‘_%

B S0 B HPV B FHAME 5 IS PGE, % &4
X%, dE—Er s R E HPV RS, BE HPV K 2
F T, MY PGE, & taRRiZ T, B S A I
1§ PGE, 5 HPV DNA # &t 2 IEAH K (r, =0.257, P =
0.003 ). VLK 3.
24 EHRELHE COX-2 mRNA 5 i iF
mRNA FRiEHHE X

2235 COX-2 mRNA 5 1L i PGE, mRNA 3 ik

PGE,

1)2)
1) I
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COX-2 mRNA ( Log {& )

N

EHRY

41 COX-2 mRNA %ik; 1) HEHRALE, P<0.05; 2) 5 CIN A, P<0.05

(x£s)
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1.7 PGF, mRNA ( Log {& )

HPV B HPV [AMEL

B

: HPV B 5 COX-2 mRNA FkAYHHSENE; B: HPV B 5117 PGE, mRNA FKikmyMISEt:; + 5 HPV BATEA HLE:, P <0.05
EMAL HPV Bi5 COX-2, PGE,mRNA RizgyEx< 14

(x+s)
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: HPV BB 81 COX-2 Fik Uil PGE, kKA

TAEDG, ABEFEES R — D4R B B 4 COX-
2 mRNA %35 5 [ 7% PGE, mRNA 35405, COX-2,
PEG, mRNA FIRZIESMHR S (P <0.05) ARMIES
534, R Spearman A 5¢ MK 55 3 COX-2, PEG,
mRNA ik 2 8] (AR e, 45 0L s 1 & 5L IEAH 56
(r,=0.684, P =0.000 ), WL.[& 4,
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FiLHHEL M
3 itig
[EEIUED e g i N R o L N e > SR )
BRNER LR 530, A P EMIE R 12 %, FETS
ik 27.5 Y, IREDEESUEN S L X, et
BORBIE 1/5 ~ 14, B2 T7 ~ 3 TIHLAE T E
i, U Lo PEfEEE T, 2004 4F TIRAC 5, HPV
JERYLSE CIN B8 80 & A b LR 2, JUHOE HPY
16 RS2 . M5 300 (176 % 7E 90% L I,
L BRI R R S A AR O, HCe T2
By 200 0 A e i W2 —, BT HPV SR
it , HAm SR . R R R . R
T4 CIN IR AR FEE 5 HPV 2k A&, HPV

SRR AR R R, B U AR ) KU R T, (HA AT
FE46 th HPV R a8 5 5 SR AR TCHHC ™, a5
FAE—E S AMFoEiE HC TR HPV 2359 K29
B, DL HPV 16 BYCh E, St s S HPV 9k
Bk, CIN IR, B8R .

COX JZHTH R 28 A= 6 sk A v %) G e PR ek il
AR A PG TR AU BT SRR ¥ TIPIIRER &
BUR, LAH -5 i 7 SR O 4G A A
G HEAMBEAZ A, IS5 P40 Py i AR PR 5
COX-2 VE e ma ek N E, SR . ik
ELEEHERS . e AR A IR T Btk B 25 e B 3 B DA O
TR T HURR AR AR Y ARSI
7N, COX=2 FEE e M CIN U k¥ i FEr sk
N, X R IRAR T 32 DL SRE IOV R X —
XK. HPV IR TE E6. E7 FEPH AR COX-2 7% &
Fik, X 5H E6 E7 AL A p53 K pRb &,
HETT 53 DNA $i07318 5 3248 ; B6 25 1% S C-myce
B 5HT COX=-2 Tk ", AW, HPV
YL AT COX-2 RNy Fik .

PGE, & 464 IR 7E COX YEF T ™=y 2 —,
Hoasd FEIR T AE SE R A0 M | 3B AS | Mg I A A
e L S e S O S A g o L T O |2
2 VRIS e RIALTE e 2H 4R PGE, #5855 Hie AR L
HIEMSE, X5 COX-2 AL A el l v om {2 it
PGE, #1545 ¢, SALES %5 "' 52, COX-2 5 PGE, %
TRAE B S U R R B, ARFSE & B COX-2
Fik 5 PCE, BIEAM . BLAh, HPV &Y B 5
UG PCE, & i T HPV YL BAYE, #t—247
Mr & PGE, & 5 HPV-DNA #i 5 IFAHG, HPV &%
Pl fE i PGE, ik ib A 1Filk— 5%, DEVA 58 ™
TE O SEEEE TG A S HPV16 W75, JRLBHiE
B RG G IREE PCE, & ik, MIfifits PGE, Kk,
5846 Hh HPV16 ES 8 [ A] 58 8 COX-2 (s A2 fe i
B ANNE PCE, 521k EP4 ik ",

H i HPV A& 0 2 51 A B 308 F BT A& v, (1
HPV 5E & A6 I 77 16 4+ . EINSTEIN %5 fiff 57 ™" 45
TERGIL B HUERT, HPV &Y H mk e, dehs
g MR B AR T BT = 30 ~ 60 . ZFh G
B HPV i 3 30 5 B BUR AR AR A G, pRgR ] ™
HPV 16 J3 8 1 0 SR AR Tl e EE 28, HPV 16
YL B A S CIN2+ (CIN2 MDA B9as ) 7
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T EBREE 2 Ak 5529 %

AT (OR=27.2, 95% CI : 3.5, 213.5), HPV
A A X6 S ELAA B O . AN,
FECHfE HPV S B P i AT HPV 2 s HA
Fk, [ COX=2 5 PGE, %5 4 AEAH K/ F 7KKl
I BB RS R EH
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