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Aim To investigate the effect of hyperhomocysteinemia in hypertension and with acute ischemic cerebrovas-
cular disease (AICVD) about blood coagulation and fibrinolgsis.
cases of essencial hypertension (EH) and AICVD patients and 21 normal subjects were recruited to the study.

Methods 28 cases of essencial hypertension patients, 30
Plasma total HCY

level was measured using high performance liquid chromatography with fluorescence detection, meanwhile fibrinogen ( FIB) , tissue

plasminogen activator (-PA) and plasminogen activator inhibitor ( PAI) were measured.

and FIB level in AICVD patients and EH patients were higher than that in normal subjects.

was higher than that in EH patients.
There was hyperhomocystieinmia in EH and AICVD patiets.
brinolgsis in patient with EH and AICVD.
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And PA level in AICVD patiets was lower than that in EH patients.

Results Plasma HCY, +PA, PAI
While PAI level in AICVD patients
Conclusions

Hyperhomocysteinemia play an important role in coagulation and fi-
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Table 1. Concentration of plasma homocysteine, t PA, PAI and

fibrinogen in three groups (x *s)
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HCY (Hmol/L) 8.2%2.5 13.5£8.1* 16. 6 £10. 3%
+PA (Hg/L) 7.8%4.6 18.0%7.5° 12.5%6. 1%
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FIB (g/L) 281 £127 427 £115° 458 +103*
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Figure 1. Ralation between HCY and PAI
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Figure 1. Ralation between HCY and tPA
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