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Experimental Study of Effect of EPO on Donor Heart Preservation in Allogeneic Heart Transplantation. Yang Xuehui, Yi Xue, Wang
Shuat et al. Department of Cardiothoracic Surgery, The Affiliated Hospital of Hebei United University ,Hebei 063000 , China

Abstract Objective To establish the model of cardiac allograft to explore erythropoietin (EPO) pretreatment of donor and receptor
and study the protective effect on donor heart and its possible mechanism. Methods Sixty healthy male SD rats were randomly divided
into 3 groups, with 20 rats in each group. In normal group,0.5ml normal saline was infused via caudal vein at 30min before donor harves-
ting. In donor preconditioning group, EPO (5000U/kg) was infused via caudal vein at 30min before donor harvesting, but no treatment in
recipients. And in recipient preconditioning group, EPO (5000U/kg) was infused via caudal vein at 30min before recipient transplanta-
tion, but no treatment in donors. The donor was preserved in HTK solution afterl6h. The model of allogeneic heart transplantation was es-
tablished in abdominal cavity in rat. Blood was drawn at 8 and 24h after reperfusion for analysis of CK = MB, TnT as markers of graft inju-
ry. The rats were killed after 24h transplantation. The heart specimens collected for detecting myocardial tissue was harvested to determine
the superoxide dismutase (SOD) and lipid hydroperoxide ( LPO) activity at 24 hours after reperfusion. Graft active caspase — 3 protein ex-
pression was measured by immunohistochemistry staining, and apoptosis index ( Al) was calculated by TUNEL. Results The hearts can
successfully jump, and survive to the end of the experiment. heart function EPO pretreatment group of was better than that of control group
(P <0.05). The serum levels of CK — MB and TnT in donor and recipient preconditioning groups were significantly lower than those in
control group at 8 hours after reperfusion (P <0.05). The levels of CK = MB and Tnt in donor preconditioning group and the levels of
CK - Mb and TnT in recipient preconditioning group were significantly lower than those in control group at 24 hours (P <0.05) ,and no
significant difference was found between donor and recipient perconditioning groups (P >0.05). The levels of CK — MB and TnT at 24

hours were significantly lower than those at 8 hours in each group (P <0.05). SOD activity in donor/receptor preconditioning group was
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significantly higher than that in the control group. The activity of LPO was significantly lower than the control group (P <0.05). There is

no significant difference between groups for pretreatment, receptor (P >0.05). Al in EPO pretreatment groups were (3.36 £0.36) and
(3.48 £0.22). They were significantly lower than those of the control group (3.21 £0.50) (P <0.05). Pretreatment with EPO donor

group , apoptsis index (3.36 +0.36) and receptor preconditioning group (3.48 £0.22) showed no significant differentce (P >0.05).

Caspase —3 in recipient pretreatment group was significantly higher than that in donor preconditioning group and control group (P <

0.05). Caspase — 3 protein expression in receptor preconditioning group was higher than that of donor pretreatment group (P <0.05).

Conclusion EPO can protect the donor heart by reducing oxidative stress, and improving the ability of scavenging oxygen free radicals

and inhibiting apoptosis and improving the function of donor heart.
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Expression of LKB1 VEGF - C in Gastric Cancer and Its Significance. Li Liyi,Luo Yue, Zhou Lingling, et al. Department of gastrointes-
tinal surgery, The Second Affiliated Hospital of Wenzhou Medical University ,Zhejiang 325027, China

Abstract Objective To investigate the expression of LKB1 and VEGF - C in gastric cancer and its clinical significance. Methods

The expression of LKB1 and VEGF - C in human gastric cancer were detected by immuohistochemistry. The relationship between expres-

sion of LKB1 and VEGF - C and the clinicopathological factors was statistically analyzed. Results The expression rate of LKB1 in gastric

cancer was 27. 1% , and it was significantly lower than that of normal tissue; The expression rate of VEGF — C in gastric cancer was

67. 14% ,and it was significantly higher than normal tissue. Meanwhile, the expression of LKB1 was negative consistent with the expres-

sion of VEGF - C(r=0.736,P =0.000). The expression levels of LKB1 and VEGF - C were closely correlated with histological cellular
LKB1 and VEGF - C expressions may

differentiation, invasion depth, lymph node metastasis and TNM stage (P < 0. 05). Conclusion
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