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Vasodilator effect of hydrogen sulfide on basilar artery

in spontaneously hypertensive rats of different weeks
Peng Min Si Junqgiang Li Li et al

(Dept of Physiology Medical College of Shihezi University Shihezi 832002)

Abstract Objective To investigate the vasodilator effect of hydrogen sulfide (H,S) on basilar artery in spontane—
14-and 40-weeks old SHR and Wistar-Kyoto (WKY)

and their cerebral basilar artery was acutely dissociated. Pressure

ously hypertensive rats(SHR) with different age. Methods
rats were used to measure the blood pressure
myography was used to examine the differences for the vasodilator effect of H,S donor NaHS with different concen—

tration on basilar artery between SHR and normotensive WKY rats. Results Our results showed that () NaHS of
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10 30 100 300 1 000 3 000 mmol/L could relax the cerebral basilar artery in SHR and WKY rats; (2) Compared
with 14—and 40-wveeks old WKY after applying 1 000 3 000 mmol /L. NaHS the effect of NaHS-induced vasodila—
tor was greater in age-matched SHR (P <0.05) ;@ Compared with 14 weeks of SHR NaHS-induced vasodilator
effect in cerebral basilar artery of 40-weeks old SHR was less obvious (P <0.05). Conclusion Cerebral basilar
artery of SHR exhibits enhannced sensitivity to H,S induced vasodilatation during early stage of hypertension how—
ever pathological development of hypertension and serious injury in vascular function may lead to reduce H,S sen—

sitivity in cerebral basilar artery of SHR.
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Lactoferrin peptides inhibit the proliferation of

gastric cancer cells and induce apoptosis in vitro

Yang Xue' Shi Wanrong® Yang Weijie® et al
(' Dept of Biochemistry and Molecular Biology Anhui Medical University Hefei 230032;
*Dept of Emergency The Fourth Affiliated Hospital of Anhui Medical University Hefei 230022

*School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To explore the effect of the lactoferrin peptides(LfcinB) on human gastric cancer MGC803

cells proliferation and apoptosis. Methods The proliferation of MGC803 cells at different concentrations of LfcinB
were evaluated by CCK-8 assay for 24 48 and 72 h respectively. Flow cytometry(FCM) was performed to detect
the effect of LfcinB on MGC803 cells apoptosis. The expression of apoptotic-specific genes such as bcl2  bax and
caspase3 was assessed by RT-PCR and Western blot analysis. Results LfcinB obviously inhibited the proliferation
and promoted apoptosis of gastric cancer MGC803 cells (P <0.05 P <0.01) with a time—and dose-dependent
manner. LfcinB could markedly inhibit MGC803 cells bel2 gene mRNA expression  while promoting bax and
caspase3 mRNA expression and with the increase of concentration LfcinB that related genes decreased or in—
creased more significantly (P <0.05 P <0.01). Western blot also showed that LfcinB inhibited Bel2 protein ex—
pression and promoted Caspase3 Bax protein expression in line with mRNA results(P <0.05 P <0.01). Con-
clusion LfcinB can efficiently inhibit proliferation and induce apoptosis of human gastric cancer MGC803 cells
through altering the expression of bel2  bax and caspase3 genes.
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