- 4150 - A2 www.shengwuyixue.com Progress in Modern Biomedicine Vol1l NO.21 NOV.2011

I FE T AL A5 1Hh PR 5 B WV o] < I s 1 i AT 5T

POOWT O aKARML X M T R RN

B FEX R ERE 65t 100700

T = o3 AT IS0 3 FUIDE G SRR 58 S WIVE T BT IR g R (Alzheimer's disease, AD) A I ARIT 0 S e, T ARt
210 AD B3 60 B, X HEA1ZS T SRR 25 G, LS AL 5 AL I BSR4 T il 28T AL, 45 3R 1697 5 M %241 MMSE (ADL J¢
GDS 743 W AL T R AL, 22 57 i 2 (P<0.05), 3397 IR WL %241 TC LDL-C W] g /b FxF FR 4L, 2 57 5 35 (P<0.05), P4 A LI i
AR R o S0 N TTIZE W AL SRR S5 S NINR YT AD BT 317 s 2ERIE T D, I RN i o

SR « 0 FE T 5 FRIR I A2 N5 BT ZR R U R 5 0G4 i 1 ] I

RN R749.16  SCHRFRIRAY: A SCF4 5 : 1673-6273 (2011) 21-4150-03

Clinical Aesearch of Xuesaitong Diwan and Memantine Hydrochloride

Treatment of Alzheimer's Disease
HE Xin, ZHANG Chun-chi, LIU Hui, HE Yue, XING Jian-Ii
(PLA. The Military General Hospital of Beijing, 100700, China)

ABSTRACT Objective: Analyse therapeutic effect and safety of Xuesaitong Diwan and memantine hydrochloride treatment of
Alzheimer's disease. Methods: 60 cases of patients with AD, divided into the observation group and the control group. The control group:
memantine hydrochloride, the observation group: memantine hydrochloride and Xuesaitong Diwan. Results: After treatment, MMSE,
ADL and GDS score of the observation group than in the control groups. Significant difference (P<0.05). After treatment, TC, LDL - C of
the observation group than in the control groups. Significant difference (P<0.05). Two groups did not appear harmful response. Conclusion:

Xuesaitong Diwan and memantine hydrochloride treatment of Alzheimer's disease is good efficacy, side effects less, clinical value is

high.
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Table 1 Comparison of MMSE, ADL and GDS between the two groups(xt s)
MMSE ADL GDS
Group n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 30 11.84+ 2.69 12.89+ 1.87 45.22+ 5.89 4446+ 5.93 5.49+ 0.57 5.48+ 0.39
Observation group 30 11.67+ 2.89 13.97+ 1.98* 45.53+ 5.67 37.06% 6.18* 5.51+ 0.56 4.80+ 0.38%*
T 0.236 2.172 0.208 4.732 0.137 6.840
P >0.05 <0.05 >0.05 <0.01 >0.05 <0.01
Note: Compared with before treatment, *P<0.05
2 WALEF BT R R LA (xE 5)
Table 2 Comparison of blood lipid between the two groups(x+ s)
TC LDL-C HDL-C
Group n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 30 5.28+ 1.08 525+ 1.21 3.39+ 0.69 3.38+ 0.42 1.09+ 0.29 1.08% 0.28
Observation group 30 5.29+ 1.07 3.40% 0.43* 3.38%+ 0.72 2.00+ 0.53* 1.07¢ 0.28 1.12+ 0.26*
T 0.036 7.891 0.055 11.177 0.272 0.573
P >0.05 <0.01 >0.05 <0.01 >0.05 >0.05

Note: Compared with before treatment, *P<0.05
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