w

Ll P E % RILAEE Vol. 11 No.3
Chin J Contemp Pediatr Mar. 2009

511 55
2009 4F 3

ZEL

B - SRS

RS 52 BIOK B T D 635 1588 JUL 02 -3 - 550 i 5 - e 38 0 o Y 8 4k
X g, R EHA, AR R R

(PHEHAXFHREATER]. SRAR T C; 2. a8, 3. oA, i3F %M\ 110004 )

[ E] BH IHEWNAKZE(IUGR) AT BN 2 RGBS 25514 S i T Rk 2k,
PEUT TUGR AMACRE 2 BUBEBRIG 43 AL . A3k IR (AR & 7 K B TUGR AL, R i Western blot £5;
DU ¥ B (8 JA) BERERAS T M o JB 55 3R A2 (IS (RS ) 2 Wl R AL -3 -3 1t ( PI-3K) 545 Jl AL I ( GSKO)
3B ER HFRIBIKT, LR RIS & H 0 B(PKB) BRI KFEAR ., &R EmRE T, IUGR B4EF R
JREHE IRS-2 (A2 (1 223K 55 10 % %t BR 22 52 T 5, PI3K WAL 5057 pl10 (14 28 11 28 3K bkt R 4 B b IG5 1
GSK-3B 2 [ &t HG REZH B S 3 i, 25 5 397 B8 E (P <0.01) o SRR SIS AR AT, TUGR 41 T ik
PKB FI R 1L 1Y) PKB-Serd73 357K P-4 AL T X AL (P < 0. 01) |, 1925 Z A8 , % R 20 5 % 1k 1) PKB-
Serd73 ik W AN, JEFERIPRAS A 182% (P <0.01) , 71 TUGR 41 AT JIE B BR 1L ) PKB-Serd73 {14 i 22 /N, AX
RIERIRAS 1Y 123% (P <0.05) . 518 HNEAEFRA Rk U TUGR BUFLI I S R AL & 4 7T BE 5 fF Ak vh
PI3K A R (1 PKB (A FITE PEREAIG, LA )k GSK-3B [k A 6.

[ E LYK ILRIZEE,2009,11(3) :221 —224]
(X 8 W] BEHERKZHE SR G555 B3 -0 ; KR
hESEE] R-33 [XHEHRRE] A [XEHE] 1008 -8830(2009)03 - 0221 -04

Perturbed hepatic phosphoinositol 3-kinase signaling pathway in the rat with intrau-
terine growth restriction
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Abstract: Objective To determine the molecular mechanisms linking intrauterine growth restriction (IUGR) to
adult type 2 diabetes mellitus, the effect of [UGR on the hepatic post-receptor insulin-signaling pathway was investigated in
the adult offspring. Methods The IUGR model was prepared by maternal protein-malnutrition. Western blotting analysis
was undertaken to assess hepatic expression of insulin receptor substrate (IRS-2), phosphoinositol 3-kinase ( PI-3K),
protein kinase B ( PKB) , phosphorylated PKB-Ser473 and glycogen synthase kinase ( GSK) 3 in 8-week-old male IUGR
rats. Results  The basal levels of PI-3K protein decreased in ITUGR rats compared with normal controls (P <0.01),
whereas GSK-3 protein level significantly increased in TUGR rats (P <0.01). Both PKB and phosphorylated PKB-Ser473
protein levels significantly decreased in the liver of IUGR rats compared with normal controls (P <0.01) ). After insulin
administration, phosphorylated PKB-Ser473 significantly increased to 182% of basal level in control rats (P <0.01);
However, phosphorylation of PKB which responded to insulin was markedly blunted in IUGR rats compared with controls
and only increased to 123% of basal level (P <0.05). Conclusions The level of PI-3K and PKB and phosphorylated
PKB-Ser473 expression decreased in the liver of IUGR rats, whereas the levels of GSK-3f protein increased. It may
contribute to the pathogenesis of insulin resistance in the IUGR rats.

[ Chin J Contemp Pediatr, 2009, 11 (3) :221 —224 ]
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