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Effect of the Xingling dispersible tablet on carotid atherosclerotic and inflammatory

factors in patients with cerebral infarction
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[ ABSTRACT] Aim To observe the effect of Xingling dispersible tablets on carotid atherosclerotic plaque, inflam-
matory factors and National Institutes of Health Stroke Scale (NTHSS) in patients with cerebral infarction, and to explore its
therapeutic value. Methods 98 patients with cerebral infarction with carotid atherosclerotic plaque were randomly di-
vided into control group and treatment group. On the basis of the control group, the treatment group was treated with Xin-
gling dispersible tablets for 3 months.  NIHSS, carotid atherosclerotic plaque area and carotid intima-media thickness
(IMT) were observed before and after treatment, and the changes of serum C-reactive protein ( CRP), homocysteine
(Hey) and interleukin-18 (IL-1B) were also measured. Results There was no significant difference before treatment
in the NIHSS score, plaque area and IMT between the treatment group and the control group (P>0.05), but significantly
decreased after treatment (P<0.001).  After treatment, the NIHSS score, plaque area and IMT were lower in the
treatment group than those in the control group (P<0.001). There was no significant difference in the levels of CRP, Hey
and IL-1B between the two groups before treatment (P>0.05), but significantly decreased after treatment ( P<0.001).
After treatment, CRP, Hey and IL-1B in the treatment group were lower than those in the control group (P<0.001) .
Conclusion Xingling dispersible tablets may inhibit the inflammation and delay the progress of carotid atherosclerosis, so

as to improve the neurological deficit.
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Table 1. Comparison of general data in the two groups

W A R A HUR HRIRTTH

(n=49) (n=49)
IR (%) 57.6+3.4 58.5£3.7
B2 () 32/17 30/19
1A% ( mmol/L) 6.21+1.13 6.161.12
JUIH E B (mmol /L) 4.63+0.52 4.59+0.56
H =B (mmol/L) 1.63+0.32 1.64+0.31
Wi 45 FE ( mmHg) 167.6+6.2 164.8+7.1
&3k I (mmHg) 92.6+4.9 92.7£5.1
W I (% ) 24.5 26.5
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AH G, WL S NTHSS  BEH 1w BURT IMT 38583697
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2. MALBEARITRIE NIHSS T2 R FBEN (n=
49 xts)
Table 2. The changes of NIHSS and carotid ultrasonography in

the two groups before and after treatment(n=49 x+s)

44 NIHSS  IMT(mm) BEBEIRY(mm?)
BRMSAH BITAT 12.20+1.32° 2.32+0.31°  16.35+2.31°
BT 7.02+1.03"  1.42£0.21"  10.23£2.10
HHIRITA JRITHET 11.98+1.34° 2.34x0.30°  15.98+2.29°
WIFE 7.90£1.11  1.63+0.28  12.35+2.31

a i P<0.001, 5403675 ;b 9 P<0.001, 5% HLAF 4IG)7
Ja He#
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Figure 1. Typical case of carotid ultrasound

B 2. BB Foq 4% FE R 4R A 15 B
MRA 7R 45 AR 3l bk A 2

A Shy A W 58 5 Ik 2 90 BE B B R 0 ML W FE 8 B 5 B O DWI 3275 A5 IS - IR AR AT 5 € Sy

Figure 2. Magnetic resonance imaging of cerebral infarction in typical cases
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0.001;% 3) , A& RAPHUT 41 CRP Hey MIL-18 5%
FUIRITAIRYT 5 LT BT 2 (P<0.001) ,

3 3 i
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% 3. MAEERITHIGE CRP Hey F IL-18 Z4K (n=49 x5)

Table 3. The changes of inflammatory factors CRP, Hcy
and IL-1f in the two groups before and after treatment(n=
49 ,x+s)

CRP Hey IL-1B
4 4
o A (mg/L)  (pmol/L)  (ng/L)

9.82+£1.32% 15.65+£3.45" 11. 89+3.15*

RSB RITHT

AT 3.85+1.16" 6.22+2.14" 6.05+2.2"
WHWAITAL  JRITHET 9.63+1.29° 15.32+3.32*  12.25+3.18"
WITIE  5.68+1.25  8.17+2.21 8.16+2.63

a N P<0.001, 5 [FZHI6Y7 )5 i b 25 P<0.001, 5% HAT P 4697
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