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[ABSTRACT] Aim To mvesticate the change of plasm a tissue factor (TF) level m the ischem ic anoker and the
healthy smoker and discuss the influence of cigarette snok ing on cerebral thrambosis M ethods PlasnaTF levels of
45 smoking brain ischem ic patients 43 non-anoking brain ischem ic patients 42 healthy anokers and 45 healthy non-sm ok-
ers were detected w ith wo-layer antbody sandw ich enzym e-lnked mmunosotbent assay (IW ISA). Results The
plasma TF level of snoking brain ischem ic group was obviously higher than that of non-snok ing brain ischem ic group (P <

Q 01) and healthy non-smoking group (P < Q 01); TF level of healthy smoking group was obviously higher than that of
non-sn ok ng healthy group (P < Q 01), and heavy snoking group was obviously higher thanm iddle sn ok ng group (P < Q

05), little smokng group (P < Q 01) and healthy group (P < Q 01).
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The snoking ndex was positively correlated w ith

the plasnaTF value(r=Q 43 P< Q 01).

Concluision The mprovement of plasmaTF level induced by sm ok ing m ay

be a pathw ay through which smoking nduce brain atherosclerosis and cerebral thranbosis
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