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Lipofectamine 2000 Reagent. The efficacy of gene silencing was confirmed by Western blot analysis, and opoptotic

rates before and after transfection was measured by flow cytometry using Annexin V/PI staining. Results

UMI-77

was effective in induction of apoptosis in gastric cancer MGC-803 cells, apoptotic rates were increased in a dose-de-

pendent manner. Mitochondrial membrane potential was collapsed after UMI-77 treatment. Activation of Caspase-9 ,
Caspase-3 and cleavage of PARP occurred at 24 h (P <0.05). The expression level of Bel-2 and Bel-X, were not
altered after exposure to UMI-77, while Mcl-1 was down-regulated after 12 h (P <0.05). Transfection with Mcl-1
siRNA successfully decreased the expression level of Mcl-1 in MGC-803 cells (P <0.05) and blocked apoptosis
induced by UMI-77 (P <0.05). Conclusion UMI-77 induces apoptosis through activation of the intrinsic path-

way in gastric cancer MGC - 803 cells, and knocking down Mcl-1 expression abrogates apoptosis by UMI-77.
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Tumstatin transgenic megakaryocyte produce
anti-angiogenesis platelet in NOD/SCID mice

Ren Huirong',Luo Yigin',Li Juan®,et al
(} Clinical Laboralory,zDept of Blood Transfusion,
The Affiliated Provincial Hospital of Anhui Medical University, Hefei 230001)

Abstract Objective To investigate tumstatin transgenic megakaryocyte producing platelets in NOD/SCID mice
and its anti-anglogenesis fuction. Methods  Tumstatin transgenic megakaryocyte was injected into NOD/SCID
mice, and mice peripheral blood was regularly taken. Flow cytometry was used to test transgenic platelets produc-
tion; immunofluorescence was used to test the expression of tumstatin; endothelial cells tubular structure formation
test was used to Lest anti — angiogenesis fuction; platelet aggregation test was used to test aggregation function. Re-
sults  After 3 d of transgenic megakaryocyte infusion, human platelets could be detected in peripheral blood of
NOD/SCID mice, and the tumstatin expression was observed in platelets, which could obviously inhibit the endo-
thelial cells tubular structure formation and kept nomal aggregation function. Conclusion  Tumstatin transgenic
megakaryocyte can produce anti-angiogenesis platelets having normal aggregation function in NOD/SCID mice,
which lays the foundation for further anti-tumor research.
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