18 ISSN 1007-3949 Chin J A rterioscler Vol 19 No 1, 2011

[XEHS ] 1007-3949(2011) 19-01-0018-05 * SKHIRAZE -

Caspase-37F i & =BT L H T T4
KEEHL PR RIA K E X

FER', SR, BN’ = F, FTHig'
(LLWAXRFEFRAREAEFHAZE, LAEFET 250012 2EMNEFRRELARFHAE, LAEBMET 264003
AFEm TP Bl A LR A FET 250013)

[X$#8iE ] BB EHIN; WistarkH; Caspase3

[ E| BW ZiBHFIRAEAFGLTH, WK Caspase 3B FARG X, URITLEL 5B E KR
BENKR., FE HAYE Wistark &, MEEHERETZ STZ (100 mg/ke) £ 4 B S F MR, R ZE
AR M R ARSI = F SRS T A BN Bk + AAMT A (REETFA ). 82 KR, W E Mo
W E W RREE, RS FRREH RARKRR—NEEALRN % 5 RFEER 24 h &3 632, #4F 5 Um
WA, F—MEARRRREAEE, - SOCKkHEZGEERN. LAALNFEANT Caspase3ELE A KRR K AL F WA
B, RIEERIE RN B AR T Caspase3BE. ER (D)VRLHEMAKKTNL, BREFRKRAANESTIRA
(P<QO1), = FMIMA LKL LT AAPARKTRE FHKRA (P<Q01), BIEKAETFHAKT = FWRILA (P<
Q 05) (2) Caspase 3T, BB EZMAATAIH THEA (P<QO0l), ZFSUNE KB AN RIKTHE &
KA (P<QOl), BBABEHFAKTF FRIA (P<Q05), i #MEFEZTAFLAHAWstark &4
MR B F A, ZAEA B4 Caspase3 £ X3k, HAXRABAELSRBEFNRILAZ EHAX, ZFHIANE % + A4
MR AR 5 R AR R, EAE A ALH 5 T8 Caspase-3R XA X, BN E % + A KR KT = F 2UK,
[FEIS2E] R363 [SCHEARIRAS ] A

The Expression and Significance of Caspase-3 in the Rat Renal Tissue of Insulin

Resistance G roup asW ell as Treatm ent G roups

WANG W erChen' >, DOU Cheng-Yun', WEI ShuZhen’, LIL{, and LIRurFeng

(L Depariment of Pathophysiology, School of M edicing Shandong Unwersity, Jinan Shangdong 250012 Chine; 2 De-
parinent of Pathophysiology, BinzhouM edical Unwersity, Yaniai Shangdong 264003 Chings 3 D epariment of Genocolo-
gy and Obesirics Jinan CentralH opital Jinan, Shangdong 250013 China)

[KEY WORDS] Insulin Resistance W istarRat  Caspase-3

[ABSTRACT] Ain To establish ratmodel of insulin resistance then treated by related drugs and to observe the ex-
pression of Caspase-3 i renal tissug which was to mvestigate the relationship between amount of expression of Caspase-3
and extent of msulin resistance M ethods The msulin resistantm odel of neonatalW istar rats was nduced by a single
itraperitoneal mjection of streptozotocin( STZ) at a dose of 100 mg/kg  The W istar rats were divided mto four groups
including nomal control( control group), insulin resistance( IR group ), themetfom in (metfom in group ) and the cam-
binated treament of tetran ethylpyrazine and an inoguanidine( canbinated treament group).  The concentrations of fasting
blood ghicose( FPG), fastng msuln (FIN) and msulin resistance mdex( IR I) were m easured on the eighth and thirty-sec-
ond week At the end of thirty-second week one kidney of each ratwas localized for 24 hours using 4% parafom akle-
hyde embedded i the paraffin and made into Sum section  Another one was quickly frozen by liquid nitrogen then

stored at — 80C.  HC and westem-blotw ere respectively used to qualitatively and quantitatively evaluate expression of
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Caspase-3 Results (1) The msulin resistance ndex n IR group was significantly higher than i control group(P <

Q 01). metfom n and canbmated tream ent groups were remarkably lower than R group (P < Q 01); and canbmated
tream ent group was less than metfom in group (P < Q 05).  (2) The alteration of Caspase-3 IR group was obviously
higher than control group(P < Q 01), metfom in and canbinated tream ent groups were evidently lower than R group(P <
Q 01), Conclusion Themethod of n-

traperitoneal mjection of Streptozotocin can nduce nsulin resistance n neonatalW istar rats In this nduced model the con-

and canbmated tream ent group was low er than m etforn in group (P < Q 05).

centration of Caspase-3 mcreased and there is a positive correlation betw een up-regulation of Caspase-3 and msulin resist
ance metfom in and the canbined treamentw ith tetram ethylpyrazine and am inoguanidine mproved streplozotocin- induced

insulin resistance via amechanism of reducing Caspase-3 expression furthemore the canbnation treament of tetran eth-

vlpvrazine and an mocuanidine sumassed single m etform i tream ent at this aspect
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Figure 1. Immunohistochean ical staining for Caspase-3 in the renal tissue ( % 400)



CN 43-1262/R " EIAKAEL I E 20114E5E 1955 13 21

2 3 R SLIG A5 R

Caspase-37E IEH X M2 i R IA 8D, FEIR B &=
WPIH P RIEY B L, — HIUIMAHN )= + &
FNNH BB B R TR, BB B + =5
AT DB (P < Q 0L & 213 2),

F 2 BEBEE Caspase-3RBENTRIZEE (x Es)
Table 2 The relative expression intensity of Caspase-3 in
renal tissue exam ined by W estern blot(;c + )

ff 1] 4y n Caspase-3RIE M F
32 e Xt BR2H 20 Q 135 %0 0372

2R BRERETA 7 1 5571 *q 2573
32 /5w ZHXUICA 14 Q 5800 10 1398"
32 A B IRIT A 17 Q 218 0 0688™

aNP< Q0L 5XEALE: bP<a 0l SEESRIRILLE; ¢
N P< Q055 WXINHLLE

1 2 3 4

e m
Caspase-3
A AEI17kDa .

2 HEBLEL Caspase- 3R RIZENIFSLIR4E R
LA IR, 20988 B RARPUAL, 39 WA, 4

NEERITA.

Figure 2 The expression of Caspase-3 in the re-

nal tissue exam ined by W estern blot
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