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Effects of Maixuekang capsule on therapeutic efficacy and blood coagulation
function in patients with diabetes mellitus complicated with transient cerebral

ischemic attack

Zhang Hongtao , Zhang Shuling

(the First Ward , Department of Neurology ,Zhengzhou People’s Hospital)
[ Abstract ]Objective ; To observe the effects of Maixuekang capsule on therapeutic efficacy and blood coagulation function in patients
with diabetes mellitus complicated with transient cerebral ischemic attack (TIA). Methods ; Totally 80 patients with diabetes mellitus
complicated with transient cerebral ischemic attack were divided into 2 groups randomly:40 patients in control group were given
enteric—coated aspirin,40 patients in Maixuekang group were given enteric—coated aspirin + Maixuekang capsule. Patients received
continuous treatment for three months. TIA attack symptoms, time , number of times within 6 months of treatment were recorded;
Intimal medial thickness (IMT), prothrombin time (PT),activated partial thromboplastin time (APTT) ,thrombin time (TT) , fibrinogen
(Fib), platelet aggregation rate (PAR) , high sensitive C-reactive protein (hs—CRP) at 6 months after the treatment were detected.
Results ; At 6 months after the treatment, total efficiency of Maixuekang group was significantly higher than that of the control group
(x*=4.266 6,P<0.05). Incidence of cerebral infarction in Maixuekang group was significantly lower than that in the control group(x*=
4.504 5,P<0.05). PT,APTT,TT of patients in Maixuekang group were significantly prolonged compared with those before the treatment
and those in control group(P<0.05). Fib,PAR and hs—CRP were decreased significantly in Maixuekang group compared with those
before the treatment and those in control group(P<0.01). There was no significant difference in the incidence of adverse reactions
between two groups(x*=0.138 8,P>0.05). Conclusions : Maixuekang capsule combined with aspirin is a safe and effective in the
treatment of diabetes mellitus complicated with TIA ,of which anticoagulation, anti—platelet aggregation and anti-inflammation may be
one of the mechanisms.
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U KNS, q12 b, EH 7 d; QK5 F 4 JEFEEF 500 ml,
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WHY (SONOS 5500) , 4R35 7.5 MHz, i & NIRAE , 52465
AEME , J R o, 00 AT, 5 50 2000, Sk R ) A e XA
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1.3.4 /MR (platelet aggregation rate, PAR) A
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Tab.1 Comparison of coagulation, PAR and hs-CRP in two groups before and after the treatment ( x +s )

20 51 B (n) st i) PT(s) APTT (s) TT(s) Fib (/L) PAR (%) hs—CRP ( mg/L.)
ik e 2H 40 TRITHT 10.3+0.7 21.8+5.9 10.7 2.0 48+0.8 72.4£10.8 7124
WITIE 132212 322165 14.6 +2.9" 32+0.6" 52.7+9.6" 33222
X e 40 WBITHT 10408 22.0+6.1 109+22 47+09 71.9+11.2 69+23
WWIFE S 105210 23.1+63 113+24 46+07 66.4 % 103" 58+2.0°

- SIRITHTHEEL 2, P < 0.053b, P < 0.015 5 AL AR, 0, P < 0.01
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