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Inhibition of stromal interaction molecule 1 attenuates

hypoxia/reoxygenation induced apoptosis in H9C2 cells
Jia Hongjing Wu Jixiong Wang Xiaochen et al
( Dept of Cardiology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the role of stromal interaction molecule 1( STIM1) in apoptosis of H9C2 car—
diomyocytes after hypoxia/reoxygenation( H/R) injury. Methods H9C2 cardiomyocytes were cultured the model
of H/R injury was established. STIM1-siRNA was transfected into HOC2 cardiomyocytes to implement RNA inter—
ference. The apoptotic rate was detected by flow cytometry. Western blot analysis was used to detect the expressions
of STIM1 and the apoptosis related proteins in each group. Results Compared with the control group the expres—
sion of STIMI was markedly increased in H/R group( P <0.05) Bax/Bcl2 was increased and the expression of
Caspase-3 was up—regulated. Meanwhile the apoptotic rate was increased( P < 0.05). However inhibition of
STIM1 through transfection of STIM1-siRNA resulted in significantly decreased expression of STIM1( P <0. 05) and
reduced influx of calcium the ration of Bax/Bcl-2 was decreased and the expression of Caspase-3 was down-regula—
ted the apoptotic rate was also reduced( P <0.05) . Conclusion The expression of STIMI is significantly in—
creased when cardiomyocytes suffered from the H/R injury. Inhibition of STIMI1 through transfection of STIM1-siR-
NA can decrease the myocardial apoptosis after H/R injury.
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multi-step sequence of oxidation etherification chlorination and N-alkylation. Methods The target compounds
were confirmed by 'H NMR TR MS spectra as well as elemental analyses. Results  All these synthesized nitrogen
mustards were evaluated for in vitro antimicrobial and fungi ctivities by two fold serial dilution technique. The anti—
microbial activities indicated that most of the title compounds inhibited effectively all the tested stains in vitro and
showed strongly selective inhibitory efficacy against Staphylococcus aureus with comparable or superior activity to the
clinic drug. Among these compounds pyridine-derived bis-alkyl nitrogen mustard 7 and its hydrochloride 8a and
nitrateand 8b showed equivalent anti-S. aureus activities to chloramphenicol. Conclusion  Pyridine-derived bis—
amide nitrogen mustard 11 exhibited better antibacterial activities against S. aureus than chloramphenicol which
were worthy of further investigation. A single crystal of the key intermediate 6 with suitable dimension and no crack
was obtained and measured by X-ray diffraction. The structure belongs to orthorhombic system with space group
P2,2,2.
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Effect of cyclopamine on the secretion of iNOS in M1-type
Ye Jiabao Li Jun Xu Xiaojun et al
( School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To observe the role of cyclopamine in macrophage polarization. Methods M1 -type macro—
phage was treated with LPS ( 100 ng/ml) and IFN -+ (20 ng/ml) for 24 h and M2-type macrophage was stimula—
ted with IL4 (20 ng/ml) for 24 h. The expressions of iNOS CD86 Argd CD206 GLil ptchl were detected
by QPCR in various types; the mRNA level of iNOS was determined by QPCR after joining cyclopamine in the M1-
type the protein expression of iNOS was assessed by western blot and immunofluorescence after joining cyclopam—
ine in the M1-type. Results The relative expression of iNOS CD86 was significantly higher in M1-type than that
in M2-type at mRNA level ( P <0. 01) . The relative expression of Argd CD206 was significantly higher in M2-type
than that in M1-ype at mRNA level ( P <0.01) . After 40 nmol/L cyclopamine stimulation the mRNA level of
ptchl was significantly enhanced in M1 macrophages and reached the maximum at 100 nmol /L treatment of M1-type
with cyclopamine at 1 000 nmol /L. which effectively reduced the expression of iNOS at mRNA and protein levels
suggesting that it could promote the macrophages polarization to M2-type. Conclusion Cyclopamine can obviously
reduce the secretion of iNOS in M1 macrophages.

Key words cyclopamine; macrophages; RAW264.7; iNOS



