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Neuroprotective Effect of Stasis—Activating and Collaterals—Dredging

Decoction on Focal Cerebral Ischemia—Reperfusion Injury in Rats
PENG Hui—Yuan, HU Ying, YANG Nan, WANG Ben—Guo,
WANG Bing—Dao, WANG Feng, LIN Duo
(Zhongshan Hospital of Chinese Medicine, Zhongshan 528400 Guangdong, China)
Abstract: Objective To explore the neuroprotective effect of Stasis— Activating and Collaterals— Dredging
Decoction (SCD) on the focal cerebral ischemia — reperfusion injury in rats. Methods One— hundred rats were
randomly divided into sham—operation group (distilled water by gavage), model group (distilled water by gavage ) ,
low—, middle— and high—dose SCD groups (7.65, 15.30, 30.60 g-kg'+d' of SCD by gavage, respectively),
Naoxintong group (0.864 g-kg '+ d™" of Buchang Naoxintong solution by gavage). After intragastric administration
for 7 continuous days, the rat model of middle cerebral artery occlusion (MCAO) was established by modified
thread—occlusion method. Twenty—four hours after modeling, the neurological function was assessed by modified
neurological severity score (mNSS). After cervical luxation of rats, the infarct area of brain was measured by 2,3,
5- triphenyltetrazolium chloride (TTC) staining, the pathological changes of brain tissue were observed by
hematoxylin—eosin (HE) staining, the morphological characteristics of nerve cells were observed by toluidine blue
staining, the cell apoptosis was observed by terminal deoxynucleotidyl transferase (TdT)—mediated dUTP—biotin
nick end labeling (TUNEL) staining, the protein expression level of basic fibroblast growth factor (bFGF) in brain
tissue was detected by immunohistochemistry, and the level of inflammatory factor interleukin 6 (IL-6) in serum

was detected by enzyme— linked immune— sorbent assay (ELISA). Results Compared with the sham— operation
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group, the mNSS was increased in the model group (P < 0.05), and the cerebral infarction volume was enhanced

(P <0.05), the obvious pathological injury in rat brain tissue was seen, the rate of neuronal apoptosis was raised
(P <0.05), the expression level of bFGF in the infarct area was lowered (P < 0.05) , and the level of IL-6 in

serum was increased (P < 0.05). Compared with the model group, the above indexes were improve in the various

dose SCD groups, the effect being equivalent to that of the Naoxintong group. Conclusion SCD has

neuroprotective effects on the focal cerebral ischemia—reperfusion injury in rats.

Keywords: Stasis—Activating and Collaterals—Dredging Decoction; focal cerebral ischemia—reperfusion injury;

neuroprotection; rats
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Table 1 Comparison of the neurological severity scores

for rats in various groups (x+s, 4)
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Table 2 Comparison of the cerebral infarction volume

of rats in various groups (x+s)
21 ) FE(H) FEIEH 53 L (%)
BFARA 8 —
ALY 8 40.23 + 4.89"
kg Co3E 21 8 6.16 + 8.16
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Figure 1
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Figure 2 Comparison of the morphological

characteristics of rat brain tissue in various
groups (by HE staining, x400)
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Comparison of the megascopic volume of cerebral infarction of rats in various groups (by TTC staining)
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Figure 3 Comparison of the morphological
characteristics of rat cerebral neurons in various
groups (by toluidine blue staining, x400)
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Table 3 Comparison of the rate of neuroapoptosis
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Table 4 Comparison of the expression level of bFGF

for rats in various groups (x£5) in rat brain tissue in various groups (x£5)

215 BE(H) w4l (%) 215 A () bFGF(10D)
BTFARH 8 24.00 +7.78 BRTFARHA 8 65.33 +22.36
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Figure 4 Comparison of the distribution of apoptotic

neurons in rat cerebral infarction cortex in various
groups (by TUNEL staining, x400)
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Figure 5 Comparison of the distribution of bFGF—

£ ARIIE 457 i 2

positive neurons in rat cerebral infarction cortex in
various groups (by immunohistochemistry, x400)
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Table 5 Comparison of the serum content of IL-6

for rats in various groups (vxs)
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