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( TNF-«) and interleukin40 ( TLH0) . The biochemical methods were applied to determine activity levels of super—
oxide dismutase ( SOD) malondialdehyde ( MDA) and lactate dehydrogenase ( LDH) in tissue homogenate of aor—
tic vessel. The expression levels of FOXO1 and GLUT4 mRNA were detected by RT-PCR. Results Compared
with healthy control group expression of Caspase3 Caspase9 and FOXO1 protein expression levels of TC TG
LDL 116 TNF-o and FOXOl mRNA activity of LDH and MDA were increased in model group ( P <0. 05)
while expression of GLUT4 protein expression levels of HDL. IL40 SOD and GLUT4 mRNA were decreased ( P
<0.05) . Compared with model group expression of Caspase3 Caspase-9 and FOXO1 protein expression levels
of TC TG LDL IL6 TNF-o and FOXO1 mRNA activity of LDH and MDA were decreased in all exercise
groups ( P <0.05) . And the above indexes were the lowest in medium-intensity exercise group while GLUT4 pro—
tein expression expression levels of HDL. 140 SOD and GLUT4 mRNA were increased ( P <0.05) . And the
above indexes were the highest in medium-intensity exercise group. Conclusion Exercise therapy can alleviate
pathological injury of diabetes rats by increasing expression levels of skeletal muscle GLUT4 protein and mRNA
and decreasing expression levels of skeletal muscle FOXO1 protein and mRNA. The effect of middle-intensity exer—
cise is the best.
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CXCL12 regulates PI3K/AKT signaling pathway to inhibit liver

cancer cell hepG2 apoptosis
Wang Dandan Zhou Weijie Wang Wu et al
( Institute of Clinical Pharmacology Anhui Medical University; Key Laboratory of

Antidnflammatory and Immune Medicine Minisiry of Education; Anhui Collaborative
Innovation Center of Anti-dnflammatory and Immune Medicine Hefei 230032)

Abstract Objective To investigate the role of CXCL12 on hepG2 cells apoptosis and its molecular mechanism.

Methods hepG2 cells apoptosis was detected by flow cytometry( FCM)  protein expression involving hepG2 apop—
tosis was detected by Western blot and laser scanning confocal microscopy ( LSCM) protein expression of PI3K/
AKT signaling pathway was detected by Western blot. Results 100 ng/ml CXCLI2 had an ability in inhibiting
hepG2 cells apoptosis down-regulating the protein expression of Bax up-regulating the protein expression of Bel-
2 p-p85 and pAKT( serd73) while had no effect on the protein expression of p1108 p85 and AKT. The inhibi-
tor of PI3K( LY294002) blocked the anti-apoptosis effect of CXCL12 increased the protein expression of Bax de—
creased the protein expression of Bcl2 p-p85 and p-AKT( serd73)  while had no effect on the protein expression
of p1108 p85 and AKT. Conclusion = CXCLI12 can increase the ratio of Bel2/Bax  inhibit hepG2 cells apopto—
sis and the potential mechanism may be related to the activation of PI3K/AKT signaling pathway.
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