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Effects of Angong Niuhuang Pills on Plasma BNP and CRP and Neurological Functional Defect in
Patients with Acute Cerebral Infarction

WU Yongfei, LUO Chen, FAN Lihong, ZHANG Hua, JIN Xuhong, ZHU Shibing(integrated Chinese and Western
Medicine Hospital of Zhejiang Province, Hangzhou 310004, China)

ABSTRACT: OBJECTIVE To investigate the effects of Angong Niuhuang pill on serum BNP and CRP and neurological
functional defect in patients with acute cerebral infarction. METHODS Totally 136 patients with acute cerebral infarction were
randomized into treatment group (70 cases) and control group (66 cases). Both groups were given routine western medicines, the
treatment group was given an additional oral administration (or nasal feeding) of Angong Niuhuang pill(1 pill a day) for 7 days.
Before treatment and after 30 days’ treatment, each group was graded the neural function defect separately, and before treatment
and after 7 days’ treatment, plasma BNP and CRP levels were measured separately. RESULTS  After treatment both groups had
significant neurological functional improvements(P<0.05), the neurological functional defect was recovered more markedly in
treatment group compared with the control group(P<0.05). After treatment, plasma BNP and CRP levels in both groups
decreased significantly(P<0.05), which decreased more markedly in treatment group compared with control group(P<0.05).
CONCLUSION Angong Niuhuang pill helps to improve neural function in patients with acute cerebral infarction by reducing
plasma BNP and CRP levels.

KEY WORDS: Angong Niuhuang pill; acute cerebral infarction; brain natriuretic peptide; C reactive protein
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Tab 1 Comparison of neurological functional defect score and Barthel index before and after treatment in each group(X £5)

M RSB

Barthel 5%k

4l il n —— —— —— ——
YBITHT BTG YBITHT BTG
28 R ALl 70 20.81+6.88 7.35+5.4497 32.7742.94 76.52+20.0412
o 1 2 66 22.55+5.68 13.77+7.35Y 32.09+14.45 66.09+22.55Y

W SR RTAILL, YP<0.05; SxfHZLAALL, PP<0.05

Note: Compared to pretherapy in each group, YP<0.05; compared to control group, 2P<0.05
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Tab 2 Comparison of CRP, BNP before and after treatment in each group(X+s)

CRP/ng-mL™ BNP/pmol-L™*
i o N - - X -
BITHT AT G NG VAIT T BTG NG
R R LU 4.79+0.42 1.29+0.37Y 3.50+0.83% 75.31+7.04 15.05+2.41Y 60.26+6.96”
o 4 4.38+0.53 2.89+0.58Y 1.49+0.49 75.53+6.37 32.31+5.83Y 43.2245.84

VE: SHRSTATLEL, YP<0.05; HwtH4ltE:, 2P<0.05

Note: Compared with pretherapy, YP<0.05; compared with control group, ?P<0.05
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Comparative Study of Olanzapine Combined with Shuxuening Versus Olanzapine in the Treatment of
Chronic Schizophrenia Patients

WANG Heqiu, GU Chengyu, REN Zhibin, LI Bingling(Tongde Hospital of Zhejiang Mental Health Center, Hangzhou
310012, China)

ABSTRACT: OBJECTIVE To compare the efficacy and safety of olanzapine combined with Shuxuening versus olanzapine
in the treatment of chronic schizophrenia inpatients. METHODS Eighty-six patients were recruited in our hospital and
randomly assigned to receive olanzapine combined with Shuxuening, or olanzapine for up to 12 weeks. All patients were
checked by the scale of PANSS and TESS before treatment and at 4, 8 and 12 weeks during treatment. RESULTS There were
statistically significant differences between the trial group and the control group in efficacy and adverse reactions(P<0.05). The
effective rate of the research group was 34.88%, the control group was 20.93%. The incidence rates of adverse reactions in
research group were lower than those in control group in dizziness, drowsiness, tachycardia and weight gain. CONCLUSION
Olanzapine combined with Shuxuening may be more efficacious than olanzapine lonely in the treatment of chronic schizophrenia
patients, and be much lower in adverse reactions.

KEY WORDS: Shuxuening; olanzapine; chronic schizophrenia
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