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QLT0267( 10 nmol/L) for 1 hour then treated with TGF2( 100 ng/L) for 48 h. The HLECs in the control group
were cultured in serum—ree medium. The expressions of E-cadherin  o«-SMA p-Akt and p-GSK-33 were analyzed
by Western blot. The expressions of E-cadherin a-SMA p-Akt and p-GSK-3B were detected by cell fluorescence
immunoassay. Results Compared with the control group the expression of E-cadherin was decreased significantly
while the expressions of a-SMA p-Akt and p-GSK3 were increased significantly in TGF-82 group. Compared with
TGF-B2 group the expressions of a-SMA p-Akt and p-GSK33 were decreased significantly while the expression
of E-cadherin was increased significantly in ILK inhibitor group( F =12.325 17.686 8.547 6.812 all P <
0.001) . QLT0267 partly reversed TGF2 induced expressions of E-cadherin «-SMA p-Akt and p-GSK3B. Con—
clusion These results suggest that Akt signal pathway mediated by ILK may be involved in the procedure of EMT
of HLECs induced by TGF-2. QLT0267 can specifically bind ILK and partly inhibit the process of EMT. Akt sig—
nal pathway may play an important role in the progress of PCO.
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Effects of homocysteine on the expression of TM and EPCR in rats colitis
Chen Yi Ding Shaozhen Mei Qiao et al
( Dept of Gastroenierology The First Affiliated Hospital of Anhui Medical University
The Key Laboratory of Digestive Diseases of Anhui Province Hefei 230022)

Abstract Objective To investigate the effects of homocysteine( Hey) on level of soluble thrombomodulin( sTM)
protein C( PC)  free protein S( {PS) and mRNA expressions of thrombomodulin( TM) and endothelial protein C re—
ceptor( EPCR) in rats with experimental colitis. Methods SD rats were divided into 4 groups: normal group nor—
mal + Hey group TNBS/ethanol group TNBS/ethanol + Hey group. Experimental colitis model with hyperhomo—
cystinemia was established in rats with intracolonic administration of TNBS and subcutaneous injection of Hey. The
mRNA expression of TM and EPCR was detected by RT-qPCR method. The levels of sSTM PC and {PS in colon
mucosa tissues of rats were measured by ELISA method. Results Compared with the normal group the levels of
Hey in plasma and colon mucosa were increased remarkably in TNBS-induced colitis rats with Hey injection simul-
taneously. Furthermore the levels of sSTM PC and fPS in colon mucosa were decreased significantly. RT-qPCR
method showed significant decrease in mRNA expressions of TM and EPCR in colon mucosa tissues in TNBS/etha—
nol + Hey group. Conclusion Hcy could promote pathological damage in TNBS-induced colitis rats which may be
related to its effects on the anti-inflammatory and anticoagulation of PC system resulting in prothrombosis condition
in colonic mucosal microcirculation.
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