WREARILEL®

wcjd@wijgnet.com

(44

TR
J3aishideng®

HHRAE A 2V 20126E11F1853; 20(32): 3095-3100
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

s AT %, CLINICAL RESEARCH

— TR = HR AL

15 5 18 B8 HY 3E 1R B

o FF, EBRAR, BMAE, /REHE K4, R A

EAS LIS E =/P13-K/Akt

FIX T 430014

DA, KK FARERELAA 3k g K ILT 430000
EHETE, KUT P B R A Ak KT 430014

FN, BT, T2NEERF MATRF VAR,

& RS INBMDERR . BRERRFST YR
BRFY. REST. KU RIRINRIETTAN, BB OTBHRSTTN,
RN SIEBRATTN.

BIMES: Eis, THEID, 430014, IR =X
265, FINHHIVNERTEARL 13886190549@139.com
€8)5: 027-82811080 f5E: 027-82811446

RS EER: 2012-07-04 {BOEHA: 2012-10-25

DO 2012-11-02 E4HEREE: 2012-11-18

Impaired activation of
phosphatidylinositol 3-kinase
by leptin in NAFLD: A novel
mechanism of hepatic leptin
resistance

Dan Xu, Xiao-Dong Huang, He-Sheng Luo,
Jing-Ping Yuan, Heng Zhang, Jie Wu

Dan Xu, Xiao-Dong Huang, Heng Zhang, Jie Wu, De-
partment of Gastroenterology, Central Hospital of Wuhan,
‘Wuhan 430014, Hubei Province, China

He-Sheng Luo, Department of Gastroenterology, Renmin
Hospital of Wuhan University, Wuhan 430000, Hubei Prov-
ince, China

Jing-Ping Yuan, Department of Pathology, Central Hospital
of Wuhan, Wuhan 430014, Hubei Province, China
Correspondence to: Xiao-Dong Huang, Chief Physician,
Department of Gastroenterology, Central Hospital of Wu-
han, Wuhan 430014, Hubei Province,

China. 13886190549@139.com

Received: 2012-07-04 Revised: 2012-10-25

Accepted: 2012-11-02  Published online: 2012-11-18

Abstract

AIM: To accurately evaluate the expression of
leptin, obesity receptor (OB-R) and components
of the PI3-K/ Akt signaling pathway in non-
alcoholic fatty liver disease (NAFLD).

METHODS: Expression of leptin, OB-R, PI3-
kinase p85 (PI3-K) and phospho-Akt-kinase
(PAktK) proteins were assessed by immunohis-
tochemistry in 30 cases of NAFLD and control
tissue. Correlations between the expression of
these proteins were analyzed. Other parameters

www.wjgnet.com

such as serum C-peptide, glucose, lipoprotein
levels, and serum leptin were also detected.

RESULTS: In agreement with significantly el-
evated serum leptin level in NAFLD patients
(P < 0.05), expression of leptin, OB-R and PI3-K
was significant higher in NAFLD than in con-
trol tissue (all P < 0.05). In contrast, expression
of PAktK was significantly down-regulated in
NAFLD (P < 0.05). Moreover, PI3-K expression
was significantly positively correlated with
leptin (r = 0.365, P <0.05) but negatively with
PAktK (r =-0.854, P < 0.01).

CONCLUSION: Overexpression of leptin seems
not to necessarily lead to activation of PAktK in
NAFLD, and the defective leptin/PI3-K activa-
tion of PAktK may be a novel mechanism of he-
patic leptin resistance in NAFLD.
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1 BR. BRZE., PR-KAAKEESEIEEREEMTFEZ AFRINRAPINRIL. A, C, E, G: XB4; B, D, F, H: 95
FEVERBIAITA. A, B: 25, C, D: 1253214, E, F: PI3-K; G, H: Akd/#ili.

® 1 BB EE RNRESIN=ErNTE

BREEEs Hla=gg CRK iR MiE EER

(mmol/L) (mmol/L) (nmol/L) (mmol/L) (ng/mL)
WiRA 3.97+0.63 1.30+0.38 1.78+0.34 5.03 +0.68 5.55 + 1.96
NAFLDAH 4.11+0.85 1.54 +0.62 1.73+0.29 5.42 +0.94 10.90 +3.39
PlE 0.446 0.075 0.505 0.072 <0.05

NAFLD: J5BEI80AT.
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NAFLDZ8 10.90 +3.39 0.47 +0.09 0.48+0.08 0.45+0.08 0.25+0.05
PE <0.005 <0.05 <0.05 <0.05 <0.05
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