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[ Abstract] Objective: To investigate the influence factors of blood flow velocity changes of middle
cerebral artery (MCA) in acute cerebral infarction ( ACI) patients after treatment. Methods: Accord-
ing to MCA blood flow velocity in one week after treatment, 58 ACI patients were divided into blood
flow velocity increase group ( group A) and blood flow velocity decrease group ( group B) . Patients in
the two groups accepted the same treatment. RBC, WBC, MCH, MCHC, Plt, whole blood viscosity,
plasma viscosity, fibrinogen and ESR were detected. The relationship of MCA blood flow velocity with
whole blood viscosity, plasma viscosity and fibrinogen was analyzed. Non conditional Logistic regres-
sion analysis was carried out using MCA flow velocity as the dependent variable, the whole blood vis-
cosity, plasma viscosity and fibrinogen as independent variables. Results: Before treatment, the
differences of RBC, WBC, MCH, MCHC, Plt, whole blood viscosity, plasma viscosity, fibrinogen
and ESR between the two groups had no statistical significance (P >0.05) ; one week after treatment,

levels of whole blood viscosity, plasma viscosity and fibrinogen in group A were significantly lower than

those in B group (P <0.05); but RBC,WBC, MCH, MCHC, Plt, ESR showed no statistical differ-
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ence (P >0.05). MCA flow velocity were negatively correlated with whole blood viscosity, plasma
viscosity and fibrinogen (r= —-0.233, -0.252, -0.248, P <0.05). Non conditional Logistic re-

gression analysis results showed that the whole blood viscosity, plasma viscosity and fibrinogen were

risk factors of MCA blood flow velocity changes after treatment in patients with ACI. Conclusion; Im-

provement of MCA blood flow velocity in patients with ACI relate to blood viscosity after treatment.
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Tab.1 Blood rheology and whole blood cell parameters of ACI patients in two
groups before treatment and 1 weeks of treatment

sk TRYTHI W e

A4(n=48) B4 (n=10) A (n=48) B (n=10)
RBC( x10"2/L) 4.38+1. 13 4.42+1.52 4.46+1.32 4.52+1.47
WBC( x10°/L) 7.13 £1.06 7.09 +1.61 7.23 +1.13 7.14 £1.53
MCH( pg) 33.27 +£2.03 33.38 +3. 17 33.46 2. 16 33.51 +3.07
M. H.(g/L) 345. 18 +24. 17 350. 61 +35.09 344. 02 +24.29 339.61 +42.10

PLT( x10°/L) 229.01 +45.28

234.71 £41. 19

230. 12 £50. 12 231.68 +40.24

4GB (mPa - ) 5.07 0. 63 5.12+1.32 4.01 0. 54 5.42+1.18""
3¢ AG B (mPa - s) 2.82 +0.92 3.08 £1.07 1.53 +0. 84 2.93 +1.46"
HFYE A (g/L) 5.48 +1.53 5.53+1.71 3.52+1.39 4,58 +1.330
ESR(mm/h) 20.32 +4.28 21.47 £5.91 16.30 £3. 12 17.01 £5.10
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Tab.2 Non conditional Logistic regression analysis on risk factors of blood flow velocity

changes of MCA of ACI patients after treatment

e B SE Wald I Exp(B) 95% CI
L 5L E 0. 832 0.211 5.032 <0.05 1. 105 1.024 ~1. 135
JiiiRe; 55 0. 564 0. 094 9. 148 <0.05 1. 564 1.260 ~2. 004
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