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Abstract

The aim of this article is to explore the expression and clinical significance of VEGF and bFGF in
endometrial carcinoma. PCR technique was used to detect the variation of expression of VEGF and
bFGF in estradiol, insulin and both adding group between Ishikawa cells. Estradiol, insulin, estra-
diol insulin have different degrees of promoting the expression of VEGF and bFGF at the same
concentration of E2, Insulin, E2 + Insulin on Ishikawa cells; the expression of VEGF and bFGF in E2
+ Insulin cell group in the same time point shows no significant increase than E2, Insulin cell group.
The difference was not statistically significant (p > 0.05). VEGF and bFGF are important angioge-
nesis factors in endometrial carcinoma. Estrogen and insulin induced Ishikawa cells produce VEGF
and bFGF and promote the occurrence and development of endometrial carcinoma.
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VBT, R RS ST N R 4 R IshikawaZl i B 18 A B2 242 K B F (VEGF) FIBR R 47 4
A K E T (bFGF) A R IGERE X . RARLEEPCRE AR HIR MM —B, BRSE. - + B
B RIER J51shikawaZl i VEGF. bFGFEFFREHBN . &R B MHFEWREHE (1 x 10-8 mol/L),
JESE (1 x 10-83 mol/L), HE—F + BESE( x 10-8 mol/LEE—F + 1 x 10-8 mol/LfE & &)X Ishikawa
YRl VEGF. bFGFA A F2 R #ERIXVEF ; VEGF. bFGFE R7EME — M+ R H b RE 5w,
RERALLBETHERE R, ZREFSETFER(p>0.05). Hit, #EHX. REXBFFTENREHR
RlIshikawaZl =4 VEGF. bFGF, {E# T FEMEERE. KR

XiA
TEWEE, M8, BRSRK, Ishikawadifilg, NENREKET, BIERTEEREKET

1. 518

T P B (endometrialcarcinoma EC) /& &K A= T 5 N B 1) —2H b R MO R, ORI AL =45 A
o BTSN 5 I 00 R A S 1 N B 2 e R Tk = 22 A A O[] TR, &
M HERIG . 2 FE O SR GAEAE A5 P B0 2 AR PR A DG 66 R 3 Bt bk 52 B E A, 3k 228 PR 35 3 )
A FRRAE 22 R 5 R ARPURN 4R & 1 v e 5 R IRE[ 2] A WF 78 R B A PN B2 AR K TR F-(VEGF), RERS B A
BT A MR, 1575 W E R AR R RIEEZ(EH[3]. bFG SRR A M B fe, HI3mg
W30S S (IR R AN B B G, 189 I A P VAR S, DT H A4 O 7 R ) I i e e 2 B bR 14 K [4] . bFGF
57 e W I R B VIR R[5]. BATE /@75 A B4 ER FRIAPHTE Ishikawa 41 itk
VEGF Al bFGF H)ZRIE 5 MERE | RS RO RIATHIPIRTS, 018 IS A e vl RE ) 79T ML o
2. MRERE
2.1. PHRKRIR

TENEmAMMAR Ishikawa, KE T 5 NS E, HMEREZARER)REHME, WH T
AR AR N o B ME T KR 8 2 (2R R U)W B AL AR A B A PR A A s B4 1IIE - McCoy'sSA
BRI RPMI 1640 H5571. [ A B AL B T35 [F gibco A7 Bgbnil E1808(BiTek). Jit4HfiE
X accuri C6(BD). & Ak 5 77 46 HF90(Heal force). %< )% i€ & PCR 1% (Roche 480); 't & & 5|9t Primer
3 FEZ it VEGFA-F AAGAGCGACCCTCACATCAA, VEGFA-R AAAGAAACACTCATCCGTAACAC,

4K 147 bp; bFGF-F GCTGTACTGCAAAAACGGGG, bFGF-R TAGCTTGATGTGAGGGTCGC 4K 94
bp, SI¥H E#EE T &R

22. Bk

2.2.1. Ishikawa H45E SLI6
1) 96 FLARA#MR : B RS EAEAR A Ishikawa 0TS0, H8L, BEFLINAZNAE 100 ul/FL(Z 1 x 10%).
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Hrp 96 fLIAZILS R, WETAXNEA 1 NCAMARALSZ), PIERTIRA 1 AN(FAA% ), 8
oA % = AL TBCE ARG FRAR R IR 24 /.

2) dMaREFR: Wi B, 3ANSEIRSLINA 200 ul E B MEEEMIRE IR, 3 ANSRIGFLANA 200 ul
BIES RN, 3 NI 200 ul &4 B ME B AR & R A0, BIPEXT IEFLA . e
P M — R B A 2% 1078 mmol/l, i B A 2k 1078 mmol/l.

3) VU &M (MTT): 7€ 24 h, 48 h, 72 h. 96 h 2 &b e vy, W2 Bk, BEFLINA 1 x MTT20
ul, 80 ul MGG TR 37°CHFR 4 /N 4 /N JE MR EIFREALINA 150 ul DMSO #£3/72J 10 min,
FEEARAX | 490 nm %Kl e - FEAE

4) FOtE R PCR HIAR HIKTIME —fF . BREE . MY + BB ZAEHJS Ishikawa 482+ VEGF.
bFGF Z:[H [1)3%1k: TRIzol VAFEHUA- AN RNA, FIH RT 7 &5 34 pl cDNA. VEGF 2 [H 54
FHl, L 5-AAGAGCGACCCTCACATCAA-3', Tiif: 5-AAAGAAACACTCATCCGTAACAC-3',
T =Y R B 147op; bFGF K5I 7 4, Lif: 5-GCTGTACTGCAAAAACGGGG-3', Fiif:
5-TAGCTTGATGTGAGGGTCGC-3', # 34/ ¥)F Bt 94 bp, PCR Je Mtk &L 20 ul, 4% DNA %
#REL SYBR Green 10 ul, PCR Forward Primer (10 uM) 0.8 ul, PCR Reverse Primer (10 uM) 0.8 pl, DNA 1
B2 (<100 ng) 2 ul, M7KZE 20 pl. PCR JvigkfF: A&t 95°C 30 sec 1 cycle PCR 95°C 5sec, 60°C 30 sec
45 cycles ffifit 95°C 5sec,60°C 1sec, 95°C 1cycle i 50°C 30 sec 1 cycle. K] 27447 4+ 5 mRNA
[HZRIE K

2.22. GHEFEFE
K] SPSS17.0 A HEAT Gt A FL . R VR DAL + WrdEZE (X £ S)FRoR, ZREAA AP Lk,
KRR T Z 70T

3. &R
3.1. VEGF. bFGF fEl—%, BSEE, H_f + BREPHREER

P E B PCR BARKI B M RN VEGF LKA H 24 h £ 72 him s TR, 24 /)
I 2295 25 S ik 35 (p < 0.0001), 48 h FlIl 72 h RiIAZ R R (p < 0.01), 96 h SxHEAIAH LS, ZHEER
LR TS BRERAM S VEGF R FRIL BRI madh, XA, 24 h, 48 h At
HABE, EM72h s, SXEALE, 72 h, 96 h FiETHE#aA B #((p < 0.05), W& 1, M mH
i bFGF ZE[FI7E 24 hy 48 h. 72 h F196 h ik RibHEESH,, 24 h, 48 h KIARKAL T X HR4L, 72 h,
96 h = TXTRRA, o 72 h iR RE 5 X R L 7= 7 B35 (p < 0.05), 96 h iz L R FRA 5 X HR4H A%
ZEFMNEE (p < 0.01); RS RN 24 h bFGF Fik AN TXIREZH, SIS TR, 48 h HXfig
2 3 (p < 0.05), /)5 72h, 96 h B N FE, (HI5E T I a) SO B2 28K ME— T +
Jif 5y R 40 bFGF 7E 48 hy 72 hy 96 h RIA/KFm X4, H 72 h RikK-Pim, ZRA5900
FREX(p < 0.05). AWFILERER TR MR, PR, MRS R AREER ST Ishikawa
4Hi bFGF mRNA 3Rk, HTE 72 /M RIEREE, W%k 2,

3.2.VEGF. bFGF EFEEM " + RBFRAPRESE"E. BRBREANLE

ZHE TR RN MR + R R AN VEGF (1220 5 A0 [ R) st %, & R4 VEGF
I LTS B &, ZRA St 25 L (p > 0.05): MEWE -+ & A 400 bFGF 1221k 5 AH RN
(] ROME L JBR Ry R 4L bFGF FRIA LA B3 i, ZERBCH G2 ((p > 0.05), WLIE 1, K& 2.
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Table 1. The comparison of VEGFMRNA expression level in every group Ishikawa cells (X + S)
52 1. &4 Ishikawa ZRAfI VEGFMRNA FRIAKFRILLE(X +9)

#L50 FEASL 24 48 72 96
E24 3 8.51+0.44™ 2.50 £ 0.05™ 2.38+£0.48™ 0.68 +0.21
Insulin 28 3 1.66 +0.38" 2.64+0.26™ 0.90 £0.33 0.55 +0.29
E2 + Insulin 41 3 3.23+0.50™ 1.21£0.28" 1.11+0.32 1.11+0.06
Control 41 3 1.00 £0.48 1.00 £0.18 1.00 £ 0.14 1.00 £ 0.14

E: TEXRALEE p < 0.05.

Table 2. The comparison of bBFGFMRNA expression level in every group Ishikawa cells (X +S)
52 2. %4 Ishikawa ZRAE T bFGFMRNA FRiAKFHIELER(X +S)

45 FEAEL 24 48 72 96
E2 41 3 0.61+0.10 0.90+0.19 1.82+0.307 2.30+0.36"
Insulin 25 3 0.49 £ 0.04 1.60 £0.10™ 1.27 +£0.077 1.16 £ 0.04”
E2 + Insulin 41 3 0.52 +0.05 1.30 £ 0.03" 1.75+0.25" 1.06 +0.23"
Control 41 3 1.00 £ 0.20 1.00 +0.20 1.00 £0.22 1.00 £0.23

T TSR p < 0.05,

4.5

Relative VEGFA mRNA Level

24h 48h 72h 96h
m Control mInsulin mE2 minsulin +E2
Figure 1. The VEGF gene expression in different dealing groups (mean *
SD,n=3)
B 1. TREIALIEHE VEGF EEFRIAIF M (mean + SD, n = 3)
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Figure 2. The bFGF gene expression in different dealing groups (mean * SD,
n=3)
2. FEILIELA bFGF B EFRIAE M (mean + SD, n = 3)
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4. g

T E PR — N2 HE NS5 P R RO, LR i T R R S R R 2 [k 2o, 4
FERE R BRI . TRAR S T SO MG B 2R B I HL 2 A BE DR (¥ ) 2 1 0o R Tt S O,
T B0 A A, AN AN RE[4] [6]. MU N B A KR T (VEGF) Bl BT 4 40 i A <
K ¥ (bFGF) & 7 & W e E A RE 7, S5WREEN IS ATRE, H AR 28N 2 (240 i
HEHE . SISO P R AT R AN I A AR A, S R AN, AT B A K R R IR AR A e g
41 PR I K [5] -

HAr, AERE. BEIRG . mIUER AT ERNBREN = KB R, Bt EEaRiE. RITH
AR T EARENRESENA R, T8 AEEEE T 40%~50%1d LM . AEEHBMI)Z
1 52 FIEL PR PR A, BN T R0 L P ) 4K B R 40 WHO #sifE v : BMIL IE 5 {E D 18.5~24.9, 25~27.9 i, >30
NRERE . RERE, BRI, I A R s B AR I A M R S A R S R E . [ R 22 T TR
ST B A IR ) R A B S C RRIEE 5 K R IE AR G . TR 5 22 R B8 5 AR LR I Rg 1) 7 F R
A BOREEER . BEREEEMEN SR, RN A AR S A R E B HIKF, MR
FANFLADE R R BT, (R RR AR . RIR, 0 2R P I ) B 2 AR I R R R A K 2
R, BB 5 (S S A, (e AR 4 A A 3 A

i e 4 P 398 4 % I T B T 25 P A A TR U T S8 Ay e 1 I A Al o 2 i g 4 L 7 A )
FL K155, VEGF # bFGF 2 B i AM1OGHE 2 MR I8 A K 1. VEGF X 44 I & i ]
T, RN LR, RS S I EEER N, SEUnKE QSNSRI K
BTGNS RIS A, 5 TR e B I A RS o R T e S R R A S
FHST BN 4E VEGF. bFGF, {2t 7B N KA KR, Mm% S VEGF. bFGF RiE XK &R
R R . AP RS oR: MR, B, M FEE 5% Ishikawa 409 VEGF. bFGF
EAFREEMRSERIEEH . M EAGMR T VEGF 18 24 /N RIAZ F 5.2 (p < 0.0001), 48 h A1 72 h
RIEERWEE (P < 0.01); BERAMMS VEGF R RILRFETmass, SXTHALE 72h, 96 h
FiLTh s B F(p <0.05); M EEAI4HMI D bFGF LK 7E 24 hy 48 h. 72 h #1196 h ik 1y 2k,
Hrb 72 hiZZRNRIESHRALKZETEE@ < 0.05), 96 h ZEKNEFEGHBALBEERWEEP <
0.01); S RAANMH 24 h bFGF FIAMXT TR, S ET R, 48 h 5XI A iz R B2
(p<0.05), #Af572h. 96 h B F[E&H, (HImE T 8 fO A R IAK: MEZRE + SR
H bFGF 7£ 48 h. 72 h. 96 h FRIiAKFHm TR, H 72 h Rik/KFiem, ZRA50H5% 5 L (p < 0.05).

WMEBE . RS R T 5 N BRS04 1) VEGF. bFGF, i 3K N e 34, i A oy Bz
S AT B AN B I AR s, SN LA ) LR R R, T B (K B8 SR 0 (R A PR A P s G, (it
TENBEREA . RE. BN SiiE. BIRE. SRIPELGEASME, ENTENRENERRE, Hit
IFi) 75 L A BRI A2 5 R ARG U A 1) v i 2 3 IUE b T DA T 42 vy i DR 3R R 1 5 A e 1
AR RSB R AL VEGF. bFGF P/E 4 3%, VEGF. bFGF T RE N T8 A IE R = G PR 25 1) P e o Jg ik
T o g — AN BB 1) T

ZE LRTR, ABFRARDT T E NS KR R R ATRER A T ALE], MERGR . R RS T e A
JiE ER RISFHVEA MR VEGF. bFGF JE[RIFRak, ik 7 FHBm R A K, BTG IR K
TRFRAE T AH K BB A SRR .

EEWH
AL H AT H B IR R4 (NZ14169) 73 8 -
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