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Effects of ulinastatin on the expression of intercellular adhesion molecule-1 in canine myocardial injury dur-
ing cardiopulmonary bypass YANG Shi-xiong ,LIU Qing-yuan, ZENG Jian-ye, et al. Department of Cardiac Sur-
gery ,the Third Affiliated Hospital of Guangxi Medical University, Nanning 530031, China

[ Abstract] Objective To investigate the effect of ulinastatin on the expression of intercellular adhesion mol-
ecule-1 (ICAM-1) in canine myocardium during the CPB, evaluate whether ulinastatin could influence the expression
of ICAM-1 and its protective effect on myocardium. Methods Twenty dogs were randomly divided into two groups:
ulinastatin group and control group. In ulinastatin group (n =10) dogs received ulinastatin 20 000 unit - kg™", half
was added into the CPB priming fluid, and another half was given by intravenous injection before CPB running. In
control group (n =10) dogs received CPB conventionally, the same volume of saline instead of ulinastatin. Right at-
rial appendage of the dog was obtained at 10 minutes before CPB running ( point A) and at 60 minutes after CPB run-
ning (point B). The expression of ICAM-1 in cardiac myocytes was measured. And the establishment and running
time of CPB, arotic cross -clamp time, aortic perfusion time and heart re-beat were recorded. Results The expression
of ICAM-1 in myocardial tissue after CPB in both groups increased and it was higher in control group than that in uli-
nastatin group (P <0.05). Conclusion Myocardial ischemical reperfusion injury can cause the up-regulation of ex-
pression of ICAM-1 in myocardium, ulinastatin can restrain the expression of the ICAM-1,thus protecting the myocar-
dial tissue by inhibiting the myocardial inflammation.
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Comparison of clinical effects among auto-dermal transplantation, mesh plug filling and Bassinis for hernia
repair LIAO Wen-lun, QIU Fu-kui, ZHU Li-juan. Department of Repair Surgery, Hezhou City People’ s Hospital
Guangxi 542800, China

[ Abstract |

and Bassinis for hernia repair of adult inguinal hernia. Methods A prospective randomized clinical trial was carried

Objective To evaluate the therapeutic effects of auto-dermal transplantation, mesh plug filling

out from January 2007 to January 2010, comparing the clinical effects among these three groups. Results In auto-der-
mal transplantation group operation time,bed time, hospital stay were shorter and relapse rate was lower. Conclusion
Auto-dermal transplantation is a simple and effective hernia repair method for adult inguinal hernia,and reduces the
cost of hospitalization obviously.
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