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Effect of PTEN gene silencing on Akt/GSK-3p signaling pathway in primary mouse hepatocytes”
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[ Abstract] Objective To investigate the effect of phosphatase and tensin homologue deleted on chromo-
some 10 (PTEN) on protein kinase B/glycogen synthase kinase-38 (Akt/GSK-3B) signaling pathway in mouse
primary hepatocytes. Methods The mouse primary hepatocytes were isolated by two-step collagenase perfu-
sion and divided into four groups on average:the negative control group (the NC-C group) , the negative con-
trol 11.-6 group (the NC-IL group),the siR-996 control group (the 996-C group) and the siR-996 and IL.-6
group (the 996-IL group). siRNA-996 was transfected into mouse primary hepatocytes by HiPerFect transfec-
tion reagent. After 24 h culture, the protein was extracted, and the protein levels of Akt, p-Akt, GSK-383, p-
GSK-38 and PTEN in each group were detected by Western blot. Results Compared with the NC-C group, the
level of PTEN protein increased in the NC-1L group (P<C0. 05), while decreased significantly in the 996-C
group and the 996-1L group (P<C0.01). Compared with the NC-C group,p-Akt/Akt was decreased in the NC-
1L group (P<C0.05),while it was increased in the 996-C group and the 996-IL. group (P<C0. 05). Compared
with the NC-C group, p-GSK-33/GSK-38 was decreased in the NC-IL group (P<C0. 05) , while it was increased
significantly in the 996-C group and the 996-1L. group (P<C0.01). Conclusion PTEN gene silencing can reverse
the inhibition of 1L-6 on Akt/GSK-38 signaling pathway in mouse primary hepatocytes,and enhance the expression of
Akt/GSK-38 signaling pathway in mouse primary hepatocytes.

[Key words] PTEN phosphohydrolase;mouse primary hepatocytes; RNA interference;protein kinase B;
glycogen synthase kinase-38
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AGG AAC AAU ATT-3' (iF X %6).5-UAU UGU
UCC UGU AUA CAC CTT-3" (g %) ; BH M %) B8
siRNA J#7%1.5-UUC UCC GAA CGU GUC ACG
UTT-3' (IFE X #6),5-ACG UGA CAC GUU CGG
AGA ATT-3" (Jz X #E). 41 55 3%k ) (£ [ In-
vitrogen 2w, 1 e 3 B R A SR TN M T e R I HR
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7D, HiPerFect # 3457 & ({5 [F Qiagen A H)) » Akt,
WMz 1k Akt (p-Akt), GSK-3p. i iz /b GSK-38 (p-
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@) HI b 5t K A 5 2% 8 52 00 2 1 B o BB 4 At [ AT IR
5 :SCXK(3)2016-0010],

1.2 Jik

1.2.1 4pElsEsR R WD 0 Dt Bl 8 3 0 0 25/ B
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