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Clinical curative effect of integrated traditional Chinese medicine combined with simvastatin treat-
ment on acute cerebral infarction

LUO Li-jun, CHEN Ling, GOU Yu-lan, MEI Jun-hua, LIU Bing-jian, LYU Xiao-qiang

(Department cf Neurology,the First Hospital f Wuhan, Wuhan 430022, Hubei Province, China)

Abstract: Objective To observe the short-term and long-term effect of integrated traditional Chinese medicine com-
bined with simvastatin on acute cerebral infarction patients. Methods A total of 150 patients with acute cerebral infaretion
were randomly divided into control group (n =50) , simvastatin group (n =50) and integrated treatment group (n =50) . The pa-
tients in control group were treated with standardized drug including anti-platelet aggregation, adjusting blood sugar and blood
pressure, improving cerebral blood circulation, protecting the nerve cells, reducing brain edema and other related nutritional
support treatment, and were given health-education and early comprehensive rehabilitation, who were given routine oral drug
treatment after discharge. On the basis of the treatment of control group, the patients in the simvastatin group had received sim-
vastatin (40 mg, once a day) . Patients in the integrated treatment group additionally took Chinese medicine apart from receiving
the same treatment as the simvastatin group. The rating scales such as National Institutes of Health Stroke Scale (NIHSS) and
barthel index (BI) were used to evaluate all patients at pre-therapy, after 4,8 and 24 weeks of treatment. At the same time, the
levels of total cholesterol (TC) , triglyceride (TG) , low density lipoprotein (LDL) and high density lipoprotein (HDL) were
measured and compared among the three groups. All patients were followed up for 4 years on a regular basis, and the incidence

of the cerebral infarction, the myocardial infarction, intracerebral hemorrhage and deathy were ohserved and compared. Results
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There were no statistically significance difference about lipid levels and the scores of NIHSS and BI among the three groups
before treatment (P >0.05) . After 4,8 and 24 weeks of treatment, the lipid levels in the control group had no obvious change
compared with those before treatment (P > 0. 05) , while the scores of NIHSS were significantly lower (P < 0.05), and the
scores of BI were increased significantly (P <0.05) . In the simvastatin group and the integrated treatment group, the levels of
TC, TG, LDL-C and the scores of NIHSS were significantly lower than before treatment and the same time of the control group
(P <0.05) , but the scores of Bl were increased significantly (P <0.05) . In the integrated treatment group,the levels of TC and
LDL-C were obviously lower than those in the simvastatin group (P <0.05) . After 8 and 24 weeks of treatment, the scores of
NIHSS of the integrated treatment group were significantly lower and the scores of Bl were increased obviously than those of the
simvastatin group (P <0.05) . After 4 years, the incidence of cerebral infarction and myocardial infarction in the two treatment
groups were obviously lower than those of the control group (P <0.05) , but there was no obviously difference between the two
treatment groups (P > 0. 05) ; and there was no obviously difference in the intracerebral hemorrhage and deathy event rate
among the three groups (P >0.05) . There was no obviously difference comparing the adverse reaction between the simvastatin
group and the integrated treatment group (P >0.05) . Conclusion Integrated traditional Chinese medicine and simvastatin can

significantly reduce the blood lipid level and perfect the prognosis, improve the life qualities of stroke patients, and the integrat-

ed treatment is safety.
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0 T BRAR (P <0.05) 5[] b a) 250 LA, BR 5 ¥R 97 41
) TC.LDL 7K~F B B AR T AR vT 240 (P <0.05),
TG HDL W 2 7 g it % = X (P >0.05) .

2.2 EHSTHLE SARWE2. BITET3 M
NIHSS #l BI L B E # ¥ L G it % & X (P >
0.05) . ¥AJ7 4.8.24 A )5, HRIrar b, 3 4 &
H A NIHSS # W & FF & (P <0.05), BI ¥ 1 & 2
m (P <0.05); H =& b yT 41 B G id o7 41 0
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Tab.1 Comparison of blood TC, TG, LDL and HDL levels
among the three groups before and after treatment (x xs)
TC/ 16/ LDL/ HDL/

A5 n
(mmol * .7 (mmol* ™Y (mmol * .71 (mmol « .71

bagickl 45
TR I 4.94£0.95  2.04£0.78  3.1220.92  0.96:0.36
HIr 4 B 4.87:0.80 1.97:0.84  3.07:0.88  0.95:0.42
Hir 8 AJG 4.81:0.86  1.84£0.77  2.98:0.83  0.92:0.44
97 24 M 4.82£0.76  1.88:0.81  3.0420.98  1.02:0.37

EARALTA 46
RIT 4.98:0.93  2.02£0.81  3.04£0.91  0.98£0.35
HIT 4G 4.32£0.87°% 1.67£0.72°° 2.44:0.83°> 1.0120.31
w8 A G 4.04£0.84™ 1.53£0.86°" 2.03£0.88"" 1.05:0.37
T 24 MR 3.97£0.79°"  1.45£0.81™ 1.9120.92"" 1.09£0.32

HAHTa 45
TR 5.02£0.87  1.98:0.84  2.99:0.89  0.95:0.32
RIT 4 MR 3.97£0.92°% 1.52£0.74°>  2.070.85°> 1.03:0.38
T 8 MG 3.65£0.78°" 1.40£0.83™ 1.7220.79""™ 1.19£0.35
T 24 MR 3.62£0.83°" 1.39£0.78"" 1.6720.83" 1.1520.31

T LT AT LA P <0.05: X AL P <0.05; 15 4%
VT LH P <0.05.
*2 3HEBEHEAFTER
Tab.2 Comparison of the scores of NIHSS and BI among

NIHSS.BI b3

the three groups before and after treatment (x x5)
215 n NTHSS BI
Xt A1 45
bRl 12.8+3.6 52.4+11.5
WHIT 4 MG 9.2+3.5° 60.7 £10.7°
T 8 MG 6.8+3.7" 70.2 £12.3°
YAIT 24 MG 5.4£3.5° 75.7 +11.8"
VAR A YT A 46
6T T 13.1£3.3 53.7+12.8
WY 4 WG 7.5£3.6™ 64.6 +11.8™
WHIT 8 MG 4.7 +3.4 77.9 £12.7*"
T 24 FJG 3.5+2.7" 83.3 £12.3"
A w7 4l 45
bERAdil] 13.3 £3.8 53.3+12.7
WY 4 WG 7.1£3.8" 66.8 +10.9™
WHIT 8 MG 2.4 221" 82.6 £12.2%°
AIT 24 MG 2.3x1.5% 88.7 £11.8°%*
S HRIT AT P <0.05; 5 X AL B P < 0. 055 15 AR Ak

VTP <0.05.
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