CN 43-1262/ R+ [E B ki b 24 & 2006 56 14 E 5

1 # 17

[SZEHS]  10073949( 2005) 14-01-001704

e AR PR BT K PN R 40 e P L Y R A A R B R R A

H5EAHE C

XIE, BHERE, BIDR,

A 748 ) < 2R

XL, X F, F r, XEE
(¥ KFWEF—ERIE R T,

W 4 HT T 421001)

FHRREBRAN; AFHKA

[REBIFE] ARF, LFARAKEATFOHERXALEROUHBCEARNXE,
R, wEARXAEKEF;, FO%iECES;, BER
[ £ HW

MEGHEERAFHRA L@t ad L KD F mRNA A& a0 kk 55E & %es CE%

MR EFF O XE . K ?xeﬂlﬁ-ﬂiﬂ‘ilﬁkﬂz’?%%ﬂflﬂ*l)iéwﬂé’, oA e NRE R E B B AE(5.5.11.22 & 44

mmol/L) & & BE C & R A= [T F|

1%, ﬁﬂ\ﬁlﬁiﬁ&(]’}‘lﬁﬁ]
NA fe & B R G
[hESES]T RS

GF109203X *T FLif £ ik

F o AE R B BT, R A R A BEAE RN AR
NA K, %% tm Ak 52 A ) dn Wii%l%&ﬁé&ﬁﬁcﬁé%go %R
P E PR A K E-F mRNA 694 FRK-FHAE & T4
EAEER T2 h RAABEAER 6L, £ F AR EKEFT mRNA K-FRESA S, MEZTHEAY(P<0.05),
HERERAThE LF¥ARAKATEORZ LRI T,
IR, G5 SR RFHARA R @RS N R A KB F mR-
GBS RFFRAL ML E AR ARRTFTRAREAZES, A4 5E5HELETEHEEC

ERRAEKEF mR-

2% B 4B AL TR 69 AR F AR AR e e,
(P< 0.05 3 P< 0.01), 12 B4 pk A & 0 122 22 mmol/L #

%2 22 mmol/L
F QBB C A2 mmol/L H B AL 2h B HIEH

[ SCEKARIRAG] A

High Glucose Induced Vascular Endothelial Growth Factor Expression Via Protein Kinase

C Pathway in Human Umbilical Vein Endothelial Cells in Vitro
LIU Xiao-Peng, LUO Churr Ying, CAO Rerr Xian, LIU JiangHua, WEN Fang, LI Yun, and WEN Ge Bo

( Department o Clinic Research, First Affillated Hopital  Nanhua University, Hengyang 421001,
Vascular Endothelial Growth Factor;

[ KEY WORDS| Human Umbilical Vein Endothelial Cells;
Diabetes;  Glucose;
[ABSTRACT]  Aim

Gene

China)
Protein Kinase C Pathway;

To observe the transcript and protein expression levels of vascular endothelial growth factor (VEGF) in

human umbilical vein endothelial cells (hUVEC) cultured with high glucose in vitro and investigate the relationship between it and
protein kinase C ( PKC) pathway. Methods hUVEC were cultured in vitro with glucose at different concentrations or for dif-
ferent cultural time and cultured with PKC inhibitor GF109203X or PKC activator PMA respectively.  The transcript of VEGF was
measured by RT-PCR. Results

The transeript and protein expression levels of VEGF in high glucose groups or PKC activator PMA group were higher than control
group or PKC inhibitor GF109203X group ( P< 0.05 or P< 0.01).  Cultured with glucose at 22 mmol/L,, the mRNA and pro-
tein expression of VEGF increased in 72 h, the protein expression of VEGF reached the summit at 72 h, and then began to de-

The protein expression of VEGF and PKCBB @was detected with immunocytochemistry.

crease (P< 0.01).  Cultured with PMA,

PKCB (® seemed to translocate to cell membrane from nucleus after treated with 22 mmol/L glucose for 2 h.

hibitor GF109203X can inhibit the phenomena above.
creased in hUVEC, cultured with high glucose.
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the transcript of VEGF increased within 6 h, and then decreased.

Conclusions
High glucose induced the expression of VEGF gene via PKC pathway in hUVEC.

The protein of
However, PKC in-

The transcript and protein expression of VEGF gene in-
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