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ND OB ST
(g 398.35+31.10  409.40 +28.31 490.98 £41.21**  494.24 +53.84" 488.01 £36.70**  474.38 +36.65%
FPG( mmol /L) 4.74 £0.53 5.24 £0.78 7.20 £0.93** 7.56 0. 83" 7.53 £0.89** 5.25£1.064%%
TG( mmol /L) 0.50 +0.16 0.49 +0. 18 0.79 £0.25 0.84 +0.22% 0.80+0.25%* 0.52+0. 1244
FINS( mIU /L) 9.33+1.86 9.43+2.13 17.52 £2.38* % 17.36 £2.44% 16.41 +2.21** 10.06 £2.01444
HOMA-R 1.97 +0.48 2.22+0.71 5.60+1.02%* 5.85+1.23% 5.55+1.33%% 2.35£0.65444
MDA( nmol /ml) 8.56 +0.51 8.75+0.48 9.80 +0.84" 10.05 +0.52* 9.53+0.77" 8.55+0.514%
SOD( U/ml) 144.03 £10.66  145.77 £11.16 120.73 £12.59"  102.13 £16.07*4 119.84 =11.11" 138.94 +10.3342
GSH-Px( U/L) 108.47 +16.65  121.49 +15.814 87.03 +12.49" 79.72 £7.80"A  87.67 +11.61" 122.62 £6.6542
ND :" P<0.05 **P<0.01; ND :"P<0.05 "P<0.01; OB :4P<0.05 24P <0.01;

ST P <0.05;

:4P<0.05
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Effect of sitagliptin on the obese complicated with fatty liver rats
Liu Ruixia' Hu Honglin' Qi Renjuan® et al
('Dept of Endocrinology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Endocrinology The Second People’ s Hospital of Anhui Province Hefei 230001)

Abstract Objective To evaluate the effects of treatment with sitagliptin on the oxidative stress and metaboism of
glucose and fat in diet-induced obese and fatty liver rats. Methods Obese and fatty liver rats models were estab—
lished by high fat food. All these rats were randomly divided into three groups: the normal group( ND) the obesity
group( OB)  the sitagliptin group( ST) . There were 8 rats in every group. Body weight ( BW) fasting blood glu—
cose( FPG) triglyceride( TG) fasting insulin( FINS) serum SOD GSH-Px MDA were measured respectively
before and after the 6 weeks of treatment and SOD GSH-Px MDA TG in 10% liver homogenates were measured af—
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ter sacrifice of the rats and HOMA-R was calculated. Oil red O staining was used to observe pathological changes
in livers. Results The diameters: FPG TG FINS HOMA-R serum MDA the SOD and GSH-Px in both serum
and liver homogenates of ND group and ST group were of no statistical significance and the levels of TG and MDA
in the liver homogenates of ST group were higher than ND group( P <0. 05) . The rats liver fatty degeneration in the
ST group were more severe than those in the ND group. Compared with the OB group the levels of FPG TG
FINS HOMA4R and serum levels of MDA and TG in ST group decreased while the levels of SOD and GSH-Px in
the serum and liver increased with a statistical significance( P <0. 05) . Meanwhile the rats liver fatty degeneration
in the ST group was less severe than those in the OB group. Conclusion Sitagliptin intervention can improve glu—
cose and lipid metabolism meantime weaken oxidative stress and lower liver steatosis suggesting that sitagliptin
may act as potential therapeutic agent for non-alcoholic fatty liver.
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Expression and clinical significance of Wnt3a and TCF4 in

human ovarian cancer
Dai Meng' > Shen Guodong' > Cheng Min' * et al
('Dept of Geriatrics *Anhui Provincial Key Laboratory of Tumor Immunotherapy and
Nutrition Therapy Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract  Objective To investigate the expression levels and clinical significance of Wnt3a and TCF4 belonging
to Wnt signaling pathway in ovarian cancer. Methods FELISA was used to detect plasma Wnt3a concentration in
10 ovarian cancer patients before and after surgery and 10 healthy controls. Western blot and qRT — PCR were used
to detect Wnt3a and TCF4 levels in ovarian cancers and benign ovarian lesions. The expression of TCF4 in ovarian
cancer cell lines SKOV3 and HO8910 was detected by Western blot method. Dominant negative TCF4 ( dnTCF4)

plasmid was stably transfected to obtain TCF4 knockdown cell line SKOV3/dnTCF4. Wound healing assay method
was used to compare the metastasis of ovarian cancer cell lines. Results Plasma Wnt3a levels in ovarian cancer
patients were averagely higher than those in healthy controls ( P <0.05) . The Wnt3a levels after surgery were low—
er than those before surgery for the ovarian cancer patients ( P <0.05) . The Wnt3a and TCF4 expressions in ovari—
an cancer tissues were higher than those in benign ovarian lesions ( P <0.05) . TCF4 expression in SKOV3 with
high metastatic potential was higher than that in HO8910 with low metastatic potential ( P <0.05) . TCF4 knock—
down in SKOV3/dnTCF4 resulted in a significantly reduced metastasis ( P <0.05) . Conclusion Wnt signaling
pathway is involved in the development of ovarian cancer and Wnt3a and TCF4 may become useful clinical indica—
tors for monitoring the progress of ovarian cancer.

Key words ovarian cancer; Wnt3a; TCF4; tumor metastasis



