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Curative effects of Tongxinluo (ifi (»4%) on patients with ischemic cerebrovascular diseases and without acute
stroke Y AO Cun-shan', MENG Xiao-luo', JIANG Bo', WANG Yan-hua®, BAO He-giu®. 1. Department of
Neurologys The First Affiliated Hospital of General Hospital of PLA, Beijing 100037, China; 2. Research
Office of Neurology and Biochemistry, The First Hospital, Peking University, Beijing, 100034, China

[Abstract} Objective: To explore the curative effects of Tongxinluo GE.»#) on patients with ischemic
cerebrovascular diseases (ICD) and without acute stroke, and study the characters of the changes of
lysophospholipid. Methods: Two hundred and sixty-six patients with ICD were randomly divided into
treatment group (n=228) and positive control group (n=38) as the ratio of 1 ¢+ §, and 38 healthy adults were
selected as normal controls. Patients in treatment group were treated with Tongxinluo capsules GHE .04 B3
2 pills for 3 times per day, taking 1 hour after meals, combined with aspirin 80 mg for 15 -~ 30 days consecu-
tively. Patients in positive control group took hydergine 5 mg for 3 times per day, taking 1 hour after meals,
combined with aspirin 80 mg for 15 - 30 days consecutively. The clinical symptoms were classified according to
the standards of American Stroke Union. Lysophosphatidic acid (LPA) was assayed by colorimetric method.
Results: The clinical symptoms of patients with ICD were distributed asymmetrically. The first kind of
symptoms, such as trouble in walking, dizziness, loss of balance and incoordination appeared frequently,
accounting for more than 60%. Sudden confusion, trouble in speaking or understanding appeared less than
1%. Tongxinluo improved clinical symptoms evidently., The plasma LPA levels were elevated in these
patients. The effect of Tongxinluo on reducing LPA levels was time-dose dependent, The effect increased by
prolongation of the therapeutic time for patients with diabetes, hypertension and hyperlipemia. Conclusion :
Trouble in walk and dizziness occurs more frequently in patients with ICD and without acute stroke, and plasm
LPA level is significantly elevated. Tongxinluo is effective in treatment of ICD.
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Table 2 Changes of LPA and blood lipids in patients with ischemic cerebral diseases (x=+s)
sl e LPA (pmol/L) LDL(mmol/L) HDL (mmol/L) TC{(mmol/L.) TG (mmol/L)
) ey b:bid =l Y| WITE ‘ WITHT bctid = WHITRT B E WHIT A Litid=

EXAL 36 2.781+1.05 2.67+1.16 3.6411.05 3.534+1.01 1.87+1.45 1.98+1.86 5.3441.80 5.21+2.02 1.66+1.02 1.98+1.47
g | 228 4.2241.85 3.824+1.58* 4.1911.81 4.28+1.79* 2.58+1.28 2.484+1.19 6.33+2.80 6.31+2.52 3.26+1.25 3.19+1.28
PRk x} 38 4.33%£1.66 4.01+1.49 4.36%1.56 4.1641.46 2.7441.81 2.694+1.53 6.10+£1.65 6.2942.19 3.0441.24 2.94+1.32
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Figure 1 Change of LPA/AP

before and after Tongxinluo
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Figure 2 Effects of Tongxinluo
on LPA level in patients with

treatment or without hypertension

2.3-4 SBOHEIHERRBE LPA KERE -
O XA TN R B R T I S B R R

RyEBIT0dATHRHEE.
3 i i

ARBFRG R LR, KR A 205 R Rk o 4 %
1 % 9 BB 25 WG PR RE R 43 A AR R #4959, RARE -2 i 30 ik
REWERBE R . B TAIITPALEERERD,
BRARTLEEER—4 BBk UBREL
BREAR . FH5RREIRALRAEFE & 4 A
BERBABERN 60U U FREBEXRERLAET
EHTRENTHRE TEFRBEBIE, XFE
H—EWR

O 4% BT R P R A R BRI R T R R B
EAwALAERKEN . EL LRSS, EEFK
MR, BB URELERER, HNESR
EEMEXKWER B, AERBOEREJ kK
I8 B3 IR AOREA B VEF L 3B B R BR DUBE
I /N 3R A R A | 0K I VR B S D™ AR 5E
HERENBORTTBERERRA QMR
i 4 3 0 B AR NG PR AE R, 3 A B B B9 R
LPARYER . W EXBHENBE TR AEIRA R

5 O X fufe 5t O T8k g %
" gty
4 4
- 5
—
3 33t
[=]
g g
3 —
-5 2|
3 —
1 1[’
[} (]'J

& d 2
:@ﬁ@ « ﬁ/«)\" :@« \%@ @ﬁ

asT et i

5% a0t
A
Hrr B
R T3 T T

% LPA KPR W
Figure 3 Effects of Tongxinluo

4 EDEXELRERN
M LPA KT RIEM
Figure 4 Effects of Tongxinluo
on LPA level in patients with on LPA level in patients with

or without hyperlipemia or without diabetes
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