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[ ABSTRACT] Aim To investigate the expression of connective tissue growth factor ( CI'GF) in the kidney of spontaneously

hypertensive rats. Methods The comprised normotensive control ( WKY) and hypertensive groups(SHR) were taken as the
objects of study, of which blood pressure, urinary B2-microglobulin, Bun, Scr were acquired at 12-week old and 32-week old re-
Results

SHR, the blood pressure, urinary microglobulin, except Bun, Secr were significantly increased compared with age-matched con-

spectively, at the same time, the renal expression of CI'GE were determined, when the rat were sacrificed. In
trols, even in the SHR group, the urinary B2-MP in 32-week old group were markedly increased, compared with that in 12-week
old group.  Semr quantitative assessment of the immune histochemical staining showed that renal expression of CIGF in SHR

m SHR, the expression of CIGF in 32-

week old group were also markedly increased compared with that in 12-week old group, and it is positively corelated with the in-

groups were significantly increased compared with that in WKY groups.  Futher more,

creasing of urinary B2-microglobulin. Conclusion Renal expression of CT'GF is increased in SHR, which is possibly involved

in the development of renal damage.
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Table 1. Changes of SBP, B2-MG and renal function in each

group and time

B WKY KRR SHR
EE D
2 32 14 12 )& 32 1
W48 He (mm He) 138%17.2  133.4%14.2 169 +6.3> 185.7 £12.3"
BMG(ng/ L) 48.139.3 61.5%14.7 76.4 £11.2* 135.2%27. 6"
JULEF( Hmol/ L) 45.3%10.4 48.2%10.7 51.3%12.5 41.2F4.7
JREZ (mmol/ 1) 8.4%1.3 8.712.1 8.513.2 9.212.3

a: P<0.05, b: P< 0.01, 5[A# WKY K& b
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Table 2. Expression of CTGF in Kidney and the relation be
tween CTGF and urinary B-MG at different stages

- JR B2 BBk EE 1 (ng/ L) CIGF &M

12/ RN 12/ 32 1
WKY KR 48.1%9.3  61.5%14.7 0.28%0.05 0.3230.04
SHR 76.4 11,2 135.2427. 6% 0.49£0.07" 0.81 30, 08*
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3 Wi

A BEEAT 1B 0 A S v UL R RO
DIl — A BRI, B FEE TR = RN 2
—o E AR L R AR SR AL S R A v I
ST AT i L A LR B A 1 R IFsh e,

HRITA N, 5 R e L He 38 B B D e 2 40, Hoitd
GEMTLIR I AN A2 B L S 4 51 RS B B /0 BRI 7 453
T 3B JFUR M v UL & B B A R R
L BNER R IR IX 45K, JEId AR 4 0N, B R A A
5 SR BRIR, NI PR b ik R R T,
ANERJERL TP, [AII BN E B IR ) RE 2 B —
AR o T PR 3R B LR — A R 2 S i G 391 ' T
RECSCAR AR, BT LA PR T 2R B O 19 n 2 e I s 4
HEMEFNRES, €T LENERRKT
B R S B S S B . A AL, & A SRR R
FRAERRING 5, tR S D) gedt — BB
FHEREEK. FvE B RS RS RE /N BR 45
F, WE A B RE, B I A RS, &E a3
HH B 1 T R R

gEaRH A KK T ( CTGF) A2 3T 5 K B R L1
Hi 349 M FEBR AL A A X 43 1 BT &N 36~ 38 kDa
(e 2 B RR K 4 WA BKLT) T T B 22 7 A s o
PRI CON KRR ARSI A S8 &5 R AR R,
CTGF I £ 0] S o 165 el X% 4 i A/ 368 Jo 1 6 ik, 72 '
i M oty e w2 O = w2 TN
DL B /NERFE /N BB ] s 4 st . b

WFFIESE, CTGF |2 e F ARALBEH, B R
EARA 2oy 34 Al dn il 5% S 05 I . 2 2R 41 i 3 A=
AR AH fu AR R & R, 3RS 5 HR A2
A SBE . 1EAEERASR, LA H SR i T A
FfihiE CTGF 4y, JWHEVIRA T, CTGF I ERIX
g A M B 2 20 PR O R AE DDA O

ASi vh R 12 AT 32 J& SHR JR B2 k&
A L340, 17 BUN \Ser JC B B 0%, WA A R HH
NERIIBRE AZTE, SRR, B /NER CTGF HI3R1A
TR R38N, H CTGF MRIE 5 R B>k EO &R
BEMEMRRXR. LR CIELEE. 4
KB F AR TR 5 S /R E B SZ 4016 K, Riser
L0190 T3 DR 3R 4 T DL O N ER R A A,
A CTGF, Kt CTGF F 3R 15 34 0 mT RE A2 18 4 & 1
LB 455 R AR ) EE AL

M, FEAREF A, w4 OE H A -
GF MFRIEEZE 1 hn, H A6 i & R 82E A,
B AE CTGF IR IA I B8 0, H5JR B> ERE A
BHINETIM. SR CICF 2 5 &1
I 453 S PRI, %o T 7 R 4% 1) 4 12k v L BT 3R
() 0 5 ) R AR A S ks B B I R B X

[ &3 3C#K]

[1] FHEIE BRE, TKE, ZA8, K E, XN, 5. o BEREA
LR RIS R ERN RN E.  F Rk E, 1998, 6 (2):
155

[2] Healy E, Hugh RB.  Role of tubule epithelial cells in pathogenesis of tubuloint-
erstitial fibrosis induced by glomerular disease.
1998, 7. 525

[3] Grotendorst GR.  Connective tissue growth factor: a mediator of TGF-beta action
on fibroblasts.  Gytokine Factor Rev, 1997, 8: 171

[4] Kothapalli D, Grotendorst GR.  CI'GF modulates cells cycle progression in cAM-
Parrested NRK fibroblasts.  J Cell Physiol, 2000, 182: 119

[5] XFEn, R, 708, B IR Losartan X 5 L Hs 8 1 R 1 R21H.
¥ B S pR AL 4 &, 2002, 10 (3): 231-233

[6] Bradham DM, lgarashi A, Potter RL, et al.  Connective tissue growth factor: a

Curr Opin Nephrol Hypertens,

cysteine-rich mitogen secreted by human endothethlial cells is related to the SRC-
induced immediate early gene product CEF-10.  J Cell Biol, 1991, 114: 1285
1294

[71 TwoY, Aten], BendaRJ, et al. Expression of connective tissue growth factor in
human renal fibrosis. ~ Kidney Int, 1998, 53: 853-861

[8] Gupta S, Clarkson Mr, Duggan J.  Connective tissue growth factor: potential
role in glomerulosclerosis and tubulointerstitial fibrosis. ~ Kidney Int, 2000, 58:
1389

[9] Riser BL, Denichilo M, Cortes P, et al. Regulation of connective tissue growth
factor activity in cultured rat mesangial cells and its expression in experimental di-
abetic glomerulosclerosis.  J Am Soc Nephrol, 2000, 11: 2538

(BecomiR LT





