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Effect of gastrodin on myocardial injury caused by cerebral
ischemia and the expression of NGF/TrkA
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Abstract: Objective To observe the therapeutic effect of gastrodin on myocardial injury induced by cere-
bral ischemia and on the expression of nerve growth factor (NGF) /tyrosine kinase receptor A (TrkA) in rats,
so as to explore the protective mechanism of gastrodin on the heart. Methods Forty male SD rats were ran-
domly divided into the normal group, the sham-operation group, the model group and the gastrodin group,
with 10 rats in each group. The rat model of right focal cerebral ischemia was established by middle cerebral ar-
tery occlusion (MCAOQO) in the model group and the gastrodin group. In the gastrodin group, the rats were in-
traperitoneally injected with gastrodin injection [ 10 mg/(kg « d"') ] for 14 days. After intervention, HE stai-
ning was adopted to detect the histopathological changes of rat myocardium. Enzyma-linked immunosorbent as-
say (ELISA) was employed to determine the contents of inflammatory factors including tumor necrosis factor-
a (TNF-a) and interleukin-10 (IL-10) in arterial serum. The expressions of NGF and TrkA in myocardial tis-
sue were detected by immunohistochemical staining (IHC) and Western blot (WB). Results Compared with

the normal group and the sham-operation group, the model group had obvious myocardial fiber fracture, abun-
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dant inflammatory cell infiltration, as well as significantly increased concentration of pro-inflammatory cyto-
kines TNF-a in arterial serum ( P <{0. 01). They also had significantly increased protein expressions of NGF
and TrkA in the myocardial tissue of rats ( P <{0.05). Compared with the model group, the gastrodin group
had improved myocardial fiber fracture and reduced inflammatory cell infiltration, but significantly decreased
the concentration of pro-inflammatory cytokine TNF-a in arterial serum ( P <{0.01). They had significantly in-
creased concentration of anti-inflammatory cytokine 11.-10 ( P <C0. 01), and significantly increased protein ex-
pressions of NGF ( P <C0.05) and TrkA ( P <{0.01) in the myocardial tissue of rats.

ischemia can cause inflammatory damage in rat myocardia, and NGF/TrkA may be involved in regulating the

Conclusion Cerebral

inflammatory response. Gastrodin may alleviate myocardial injury induced by cerebral ischemia by means of up-

regulating NGF/TrkA, decreasing TNF-« and increasing 11.-10.
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