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The damaging effect of sulfur mustard on the mitochondria in rat lymphocytes in vitro

ZENG Hui' , LIU Yong' , ZHU Ming-xue?’ , ZHANG Li-mingz , DONG Zhao-jun' (' Department of Military Toxicology, College
of Preventive Medicine , Third Military Medical University, Chongqing 400038 , *Department of Naval Medicine, Second Military Medical U-
niversity, Shanghai 200433, China)

Abstract; Objective To investigate the damaging effect of sulfur mustard on the mitochondria in rat lym-
phocytes in vitro. Methods Rat spleen lymphocytes were isolated by density gradient centrifugation and cul-
tured with 100 pwmol/ L sulfur mustard in vitro. DNA ladderring was used to detect the cell apoptosis. Cyt-c re-
lease was measured by Western blotting. The mitochondria function was detected by MTT method. Fluorescent
probe labeled with Rhodamine 123 was used to study mitochondria potential. Results The mitochondria po-
tential and cell viability decreased at 4 h after treated with 100 pmol/L sulfur mustard. There was a liner corre-
lation between the mitochondria potential and cell viahility in lymphocytes. The content of Cyt-c increased sig-
nificantly at 4 h as compared with control group in Western blotting. Conclusion  Sulfur mustard could dam-
age the rat lymphocyte mitochondria significantly, and mitochondria participates in cytotoxic effect induced by
the sulfur mustard.
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