FTRES 2016 458 A% 45 K% 23 19 3173

< it e doi:10. 3969/j. issn. 1671-8348. 2016. 23. 002

HEREEMR/ETH VEGF-C 5§ HPV #HXx MW R

i%ﬁ'fl?\l ,?H@H@l,‘#%bﬁﬁ%ﬁ: * FETPFJJ%'(ZA,E U—EJS
(L. #HBEAKRFWBEMNBER A, 5 & KF 830011;2. #7158 BEA X 3 W B I & E %
s AA, e KF 8300113, TREAKRFSE — B AFE, R 400046)

[(HWE] BH RALETAXARATCVEGFOA%4ERATHARBRELTALEANBECIN [ ~l A TR T HE A
Rb R AR LA KBREMHPVIRERXE. ik KA KK RELE PCR(Real-time PCR) & & 140 4] 4 & R 2 42
H (R EH L 304 ,CINT .CINT \,CINTI & 20 4], FH = # & 50 6 T H anh A8 7 VEGF-C o9 K-F; KT A H 2 RER
MK HCIDFEMNER —FEF RN TR HPV R Z ;R 2A AR TAR LA ALK, R CINI.CINIAFHETHRBEAR
VEGF-CR-F.g3mEREL HPV RS & TRETHRKAR(P<0.05); 448 F VEGF-C K-F5 HPV X Z 2 B4 X, £ 7
A% FEXL(P<0.05), Fig FHBLEERAiBLTHAL T VEGF-CARF HPVEEH S THARECEREMEL. L%
HEWBEAER,

[X$ER] THMB:THAR:; L ETARERE T ANLLB R

[(FESHES] R737.3 [xaksrifaE] A [XEHS] 1671-8348(2016)23-3173-03

Correlation between the expression of VEGF-C and HPYV load in cervical disease of Vighur population”
Wang Xinling' ,Li Zhaozhao' sGuzalnur « Abuliz*” , Xia Ming®

(1. 4th Department of Gynecologic Surgery ,Xinjiang Medical Af filiated Tumor Hospital \Urumqi the Xinjiang

Uygur Autonomous Region 830011,China;2. 5th Department of Gynecologic Surgery s Xinjiang Medical

Af filiated Tumor Hospital ,Urumgqi ,the Xinjiang Uygur Autonomous Region 830011,China;3. the First

Clinical College of Chongqing Medical University ,Chongqing 400046 ,China)

[ Abstract | To study the relations between the expression of VEGF-C and HPV load in cervical disease in Uighur
population of Xinjiang. Methods

Objective
A total of 140 cases including 30 cases of normal cervical tissues, 60 cases of CIN [ — [l and 50
cases of cervical cancer tissues were selected in this experiment. The expression of VEGF-C of all cases were detected by Real-time
PCR assay; HPV load were detected by HC-[[ before operation. And we compared the relationship between cervical lesions and
these two index. Results VEGF-C and HPV load were both over-expressed in cervical cancer and CIN [[ — [ll tissues, compared
with normal cervical tissues(P<C0. 05). In cervical cancer samples and CIN samples, the expression level of VEGF-C and the degree
of cervical diseases were positive associated with HPV load(P<C0. 05). Conclusion The expression level of VEGF-C and HPV load

are both related to the degree of cervical lesions.
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1.2 ik

1.2.1 #5185 RNAprep Pure FFPE Kit(DP439, K,
Jb50) ;FastQuant RT Kit (KR106-02, KA, JL51) ; SYBR Se-
lect Master Mix (4472920, ABI, USA) ; # & PCR X (MyCyecler
Thermal Cycler, Bio-Rad, USA) ; Real-time PCR ¥ #§ (7500,
ABI,USA),

EE R LB (1966 —)  FAT LI AL+ 32 ZE S IR 05 1 AT 52
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1 EHRES HPV 2R XESHI(%)]

e i A5 HPV # 4 (RLU/CO)

T <1 1~<10 10~<<100 100~1 000 =1 000 Hil

e 1 E HR 27(19.29) 3(2.14) 0(0) 0(0) 0(0) 30(21. 43)

CIN [ 4(2. 86) 2(1.43) 4(2.86) 3(2.14) 7(5.00) 20(14. 29)

CIN I 3(2.14) 4(2. 86) 4(2. 86) 3(2.14) 6(4.29) 20(14. 29)

CIN I 1€0. 71) 0(0) 2(1.43) 9(6.43) 8(5.71) 20(14. 28)

R E B 0(0) 2(1.42) 11(7. 86) 20(14.29) 17(12. 14) 50(35.71)

it 35(25.00) 11(7. 86) 21(15. 00) 35(25.00) 38(27. 14) 140(100. 00)
1.2.2 3 RNA 21 cDNA &% A A YIE 5~10 pm 2 & L=}

B R HBUH 2~8 sk YT R i T 1.5 mL RNase-Free &0
Frh L mEOERIA L0 mL ZHIERIZRE 10 s, FiR 15~
25 °C,12 000 r/min B.[> 2 min, AIA 1.0 mL JG/K Z B 15 i€
IRAT, 2R 15~25 °C,12 000 r/min &.0> 2 min, 37 CHE 10
min, JIA 200 pL 2f##K REF,10 pL Proteinase K fJJ5E i g 1R
5155 CHFHE 15 min,80 ‘CHFH 15 min, i 15~25 C,12 000
r/min &0 5 min, fIIA 220 pL B8 0PI RB, 660 pL Y 67K
LB ,12 000 r/min #.0> 1 min, A 80 pL ) DNase T TA4E
W Z IR 15 min, A 500 pL R F W RWL, % i/ 15~25
C,12 000 r/min &> 30~60 s, JIA 500 pL EEPEK RW, =
IREE 2 min, 12 000 r/min B .0 30~60 s; B 15~25 C,
12 000 r/min &> 2 min, &% il 30~100 uL RNase-Free
WK (ddH, O) . Z & 12 000 r/min B.0> 2 min, £33 RNA %
W BMR A 1 B AR I RNA YR B Asso /Avso » HL K K T
RNA 5Z#4PE., RNA FEAH# B 5 X g DNA Buffer 2 ;L Total
RNA RNase-Free ddH, O # & 2] 10 L Fi & 45 17k & 77 5 50
(42 °C BT 3 min) o ff SR SR SR B9 Mix (10 X Frist-Strand
Buffer 2 pL.,RT Primer Mix 1 pL, FQ-RT Primer Mix 2 pL,
RNase-Free ddH, O #M 2 ] 10 pL) A KRR 5] (42 °C, 15
min;95 ‘C, ¥ H 3 min) , M #]1Y cDNA,
1.2.3 Real-time PCR G 519 th B 5 AL W) 24 w) B it il
VK & :Forward primer (10 pmol/L)0. 4 pL,Reverse prim-
er(10 pmol/L) 0.4 uL.SYBRR Select Master Mix (2X) 10.0
pLscDNA template 1. 0 pl., RNase-Free water mZE 20.0 pl,
F#ESI 5" -GGC TGG CAA CAT AAC AGA GAA-3'.5|¥Y)
K- Bf 21 bp, F#EsI4: 5-CCC CAC ATC TAT ACA CAC
CTC C3', gl 22 bp, BASFEMEE 3 RIK 8 W
GERE MM G I A AR IR, TR ST O . W I HEAT S Bk
B-Actin Kl . K AR i BEAT 10 A5 B A BEHE DL 5 BB
J5  #EAT Real-time PCR K BH 4 A6 B 19 B0 ok J3 Fnoxd iz 119 CT
(EHEAT AR R T A X R A i =22,
1.2.4 @&fE8 HPV Byl TR\ R HC- 11 g A il 84
B HPV #i ., LM HPV BURERS 45 A B S50 1, /5
B R 77 1) ¥ 8l 5~ 8 Jl L BH S5 A & A IR A W I T B IR
b B E E EZBA I R IEAT A . HPV R i T B i L
b % A R 2 7 (Qiagen Gaithersburg, MD20878, Inc) ,
HC- T A FE A i HPV-DNA /K. B3 /E 25 B ol £ 38 7
A A 6 2 ol B T 4R AR, 2 30 6 U0 I Y T A0 A5 R AT A
1.3 HEit2sab B SR SPSS19. 0 48 i J 4k #4540 4 1t =
BB T s RO R HLBOR T ¢ K 56 s T EORORH TR ROR
L) FLBER T o AGL 58 o AH G 23 7 2R T Spersman S 8 A 3¢ 43
Mr. #36KifE «=0.05, Lk P<<0.05 N2ZRAH G ¥E L.

2.1 VEGF-CH#%ik KAHLH VEGF-C K H B+ %
Pt R R, Hod CIN T [(1. 158 & 0. 144) pg/mL ], CIN [
[(2.16140. 288) pg/mL | K& W #] & i 485 [ (2. 929 &= 0. 600)
pg/mLIH 4 s VEGF-C /K- o tg P& S & [ (1. 009 £0. 135)
pg/mLIH AW WIG &, 22 7 A it 2 B L (P<C0. 05); CINI
B R e FiE 40 VEGF-C K+ CINT [(1.071+0. 124)
pg/mL] CINI 58] W34 =, 22 5 A4 G it 24 & X (P<0.05); 7
WE S AL VEGF-C K g E HiR .CIN I ~ I A4
I RAEE ZE SRR SR L (P<<0.05).,

2.2 HPV RGN HPV EE M E 8K CIN T ~ [ A
TR SR P RS O (CHPV 3B KT 1 IR 47 51k
3/30(10%).16/20(80%),17/20(85%),19/20(95% ) F1 50/50
(100 %) , 3 A5 B2 B b 3, HPV JR e S g B g 3 n , 22 5 5 4 41
2R X (P<0.05), W36 1; HPV 3% 5 [ B 0% 48 #2 B A3 A1 56
P B2 EFEA X (r=0.59,P<<0.01),

2.3 VEGF-C Ml HPV # 8 /X & %4 Spersman 55 ¢ f %
53 M. VEGF-C 768 8l 42 19 R 5 K F 5 HPV 2 i A #f %
Pk, B IEM % (r=0. 179, P=0.035),

RI it

3.1 VEGF-C HEHURZEMXRARZ VEGF 78 HFic My &
A PR AR R N - ke e s o VEGE-C el
W% . VEGF-C & Hai 2 Ak B84l H 7, /T DL 8ok e
AN B 2 R BE Ak R 7E 5 IR A R 1 3 B A et
R EEER. AR EE, VEGF-C 7 154 & i 41 21 h R
Feik e CIN T ~ I Ko & 250 % g 4 40rh Gk By 8 . Ine
amine 2V WS UE B, VEGF-C J& B #5098 728 (1) 5 W b & 9 . IF
£ CIN 900 2 1E A 56 . A BF 55 3iF B . VEGF-C #] i #F i 558
BRI JEUR I R DT 5 30RO Lk 45 O Ab A%
B B AR fE— R LR R WS AR R B
N5 15 O B AR (CINT ~ T &% 7 B ) A 40h VEGF-C K
T TS RANAP RS, EZRERITF¥EX
(P<C0.05) s fE 18 M B4 (CIN T ~ [ F°E #8 & J ad 78 bk
VW A SR T R R 2 R A g L (P<C0.05),
UL VEGF-C 545 /R i 5 508 kA kR % UM ¢, AT e 78
CIN & J oy & 008 I 4k 22 ok e 5 B i 8 v R 35— e /R AR B
5 55 H A B 5 25 RAHAF

3.2 HPVERSEIRENLR HPV LRI ELIKFE
JER LR 4., HPV E N ik 0 BA Z M6,
E6.\E7 R E LM MEE A, nl Mg k4 k. hiRd
S0 » = fE R HPV g 5 19 435 22 B 48 7T L3 B0 20098 T A2
R F A R RN E B . BAE R ET Ih E SUR O
AN LA KRS REGEH HPV YR K HR &R IR
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WA . B AR AT % 45 9N B S0 48 vh HPV R A 3 &
WM K. HPV RS 5 E IR 2" EEE LA
B Y)AH G HPV 5 B 58 o 3 5 10 R 2L BUR & 8 38 R
WA e A BRI . SIS A 4 SR e W G R AR R
W5 A 508 PR A8 AL U b, HPV SR e B0 1B A5, HoE
HPV B A 58 H R ERER EIL. 2R A%
P22 X (r=0.59,P<<0.01),
3.3 VEGF-CHl HPV 9%k & HPV B bl il i A 58 4=
Bi. HAl< T HPV 8 M VEGF-C M MR UL i A £ 0.
Huang % i 33 PCR 9 77 % %% HPV-16 E6 FH 4% i1 41 fg 7]
HPV-16 E6 B0 b % . & 3 HPV B J5 8 2 X 0] A8 3 3 B 3%
YEHF VEGF-C 1 3k B 8 8l + X 2 3 g i & A B, 32 7R
VEGF-CIWkis 5 HPV UM K. £ BEMR M —H KA
HPV-16 E6 J5Uf 2 H 0] DU B 4815 5 R - 1a (HIF-1a) . 1
T VEGF-C (B, R HPV-16 E5 (4 J5 98 2 19 140 3l 1 %
HELAESBEB LT VEGE-C S . BTkt g1
F W], HPV . VEGF-C 7£ 4il }fd J& 31 9% 4% 2 8] 7] R A7 76 & R L &
J 1 D00 £ A 1 A EL TR R . T R R U T AR RO B Y R
A R R B B i A A B AR R R RV R E A BRI IA O HPV
G 3k W] VEGE-C (9% Ji 18 3 AH 5¢ , HPV Jgk e 7] R il 3
T SR PR A AR R X R HPV 51K B SR A L
Z— o AWREER BN B IR A £ 45 PO S AR 24 2R
VEGF-C 235K FF & fa HPV 28 2 EAH L (r=0.18,P<<
0.01) 4878 ZH ZIAAFHE— N R M MR T . %
JE AT BE N A SR A B/ it T BE M R A I B0 — 25 E 52
YiE R R B HPV 2 15 it 5 VEGF-C K i 5 80% 1
g & A R R AR, A WA i — 2 & 3 HPV-16 E6 i
JE & A0 LAOE HIF-1a, 3858 7 VEGF-C BB, I i, HPV-
16 E5 Y J5 9 2 0 8 3 s 2 445 S LR T VEGE-C
By Rt Huk A B Aoy HPV B4 £ 35 W VEGF-C
7K 254 56, HPV R U ] g il ik 12 3503 b i 988 1 78 A
Bk e HPV 5l A B8R M EENH 2 —. Bl g R%
B HPV \VEGF-C 7£ 41 ffi J& 1 8 45 2 5] 7T §E 47 78 & &2 7%
) T 45 1 1 R B IBG R, 3 T Y 200 T O AR T B 1 % A
S bR I A AR St B v R AR I A

A HPV (& v R 3 VEGF-C Rk, it — 25 5]
HE TR AL AR R E S kR RN R
Bl 2 — . fE BT a2 HPV e ol 42 3 145 N JE A K
B 7 C 78 i 1 58 % o 02 38T g v 19 4 TR 5L AR WL 1) i A 5
SR T B — B RS A A A LA D0 AT A5 o L T 1%
W% AR 1k CIN [0 & B ke .
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