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controls matched by age and gender was retrospectively analyzed to find out the risk factors related to local recur—

rence after radical anterior resection of rectal carcinoma. Univariate analysis showed that tumor size

positive lymph nodes

number of

distance between tumor and the anal verge and T stage were risk factors for locally recurrent

rectal cancer after radical anterior resection. The results of logistic regression analysis showed that T stage ( T4

stage) was an independent risk factor correlated with the tumor recurrence after radical anterior resection and loca—

tion of tumor( distance of tumor from the anal verge being less than 5 c¢m) seemed to be an independent risk factor

correlated with the tumor recurrence.
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Clinical significance of plasma levels of intercellular cell adhesion moleculed
and vascular cell adhesion moleculed in Crohn’ s disease

Du Jun'? Zhao Xiaowen' Hu Cui' et al
('Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University —Hefei 230022;
*Dept of Gastroenterology Luan Hospital of Anhui Medical University Luan 237005)

Abstract To evaluate the value of plasma levels of intercellular cell adhesion moleculed ( ICAM-) and vascular
cell adhesion moleculed( VCAM-) in Crohn’s diseases ( CD) patients( n =96) and control group( n =48) . The
results showed that plasma levels of ICAM- and VCAMH in the control group were lower than that in CD group
significantly( P <0.01) .
cantly different between the groups ( P <0.01) .

Plasma ICAM- and VCAMH concentrations of each group in active stage were signifi—
CD patients were grouped according to the patient’s age and the
disease extent and the disease clinical type within group variable plasma levels of ICAM- and VCAM- were not
significantly different. ICAM- and VCAM- mediated the intestinal inflammatory processes in the pathogenesis of
CD. Plasma ICAM- and VCAMH levels may be positively associated with disease classification and are not corre—
lated with the patient’s age and the disease extent and the disease clinical type.
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