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Protective Effect of Tongxinluo Capsule on Focal Cerebral Ischemia-reperfusion Injury in Rats

MIN Heming', LIU Chang®, WU Nan', CHENG Xue?, LI Jian®, LI Xiang®, JJANG Xinggian?, BAO Cuifen'",

MIN Lianqiuz(l.College of Basic Medicine, Liaoning Medical University, Jinzhou 121001, China; 2.The First Affiliated
Hospital of Liaoning Medical University, Jinzhou 121001, China)

ABSTRACT: OBJECTIVE To investigate the protective effect of Tongxinluo capsule on focal cerebral ischemia-reperfusion
injury in rats. METHODS Sixty SD rats were randomly divided into the sham-operative group, ischemia-reperfusion group,
Tongxinluo capsule low-dose group(0.3 g-kg™"), medium-dose group(0.6 g-kg™") and high-dose group(1.2 g-kg™), respectively
(n=12). The ischemia reperfusion model rats were induced using suture-occluded method, 30 min of ischemia-reperfusion. After
cerebral ischemia 30 min and reperfusion 24 h, to evaluate the score of neurological behavior, using the TTC method measuring
the cerebral infarction volume, HE staining to observe the pathological changes of brain tissue and immunohistochemical method
to observe the expression of Fas protein. RESULTS Compared with ischemia-reperfusion group, Tongxinluo low, medium and
high dose group could significantly improve the symptoms of nervous system damage in rats, reduce cerebral infarcts, Fas
protein expression were obviously down-regulated(P<0.01). And compared with Tongxinluo low-dose group, all of them were
significantly different in Tongxinluo high-dose group(P<0.05). CONCLUSION Tongxinluo capsule can inhibit the expression
of Fas protein, alleviate nerve function damage after cerebral ischemia, so as to protect the brain tissue.

KEY WORDS: Tongxinluo; cerebral ischemia-reperfusion injury; Fas protein
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Tab. 1 Effect of Tongxinluo capsule on neurological
function score of focal cerebral ischemia-reperfusion injury
in rats(n=12)

45 Flt/g kg™ P INREVE Sy /5y
BFERHA - 0.00+0.00
TR 2H - 2.50+0.82"
WO = A 0.3 1.65+0.65"
O 0.6 1.32+0.74"2
T 45 1 7 AL 1.2 1.21£0.33"2%

T SEFRALE, "P<0.01; SHELILLE, YP<0.0l; HBO%K
&AL LE, PP<0.05,

Note: Compared with sham-operation group,”P<0.01; compared with
model group, ?P<0.01; compared with Tongxinluo capsule low dose
group, ¥P<0.05.
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Fig. 1 The pathological changes of brain tissue of rats with Tongxinluo on focal cerebral ischemia reperfusion injury(400X)

A-sham-operation group; B—model group; C—Tongxinluo low-dose group; D—Tongxinluo medium-dose group; E-Tongxinluo high-dose group.
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Tab. 2 Effect of Tongxinluo capsule on apoptosis, cerebral infarction volume and Fas positive cells of focal cerebral

ischemia-reperfusion injury in rats(n=6, x .s)

4151 FlE/gkg™ SR T KA i B AE 4 AR /mm Fas [H 448 ) £/ 4
BFARA - 4.20+2.50 0.00+0.00 121.96+13.23
A 4 - 110.42+17.85" 264.36+58.36" 171.91+11.94"
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SRV e bl b il 0.6 75.46+10.73"2 196.38+59.42D% 150.35+12.15"2
T4 R A 1.2 37.84+7.8619Y 187.53+58.3792% 148.27+11.3792%

E: SEFARLLE, "P<0.01; SHBAKE, PP<0.01; SEBOHKEANEMALE, YP<0.05.

Note: Compared with sham-operation group,"’P<0.01; compared with model group, ?P<0.01; compared with Tongxinluo capsule low dose group, *P<0.05.
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Fig. 2 The expression of Fas positive cells in brain tissues of rats (immunohistochemical staining, 400 X)

A-sham-operation group; B—model group; C—Tongxinluo low-dose group; D—Tongxinluo medium-dose group; E-Tongxinluo high-dose group.
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