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Abstract Objective: To investigate the effect of electroacupuncture (EA) at Zusanli on expression of vascular
endothelial growth factor receptor (VEGFR)-1 and -2 in intracerebral hemorrhagic (ICH) rat brains. Meth-

ds: Collagenase type V[ was injected into right globus pallidus to induce ICH model. Seventy two Sprague-
Dawley rats were randomly divided into three groups, including ICH-no EA group, ICH-EA at Zusanli acu-
point and ICH-EA at non-acupoint group. EA was applied to bilateral Zusanli (ST36) acupoint in the ICH-EA
at Zusanli acupoint group or skin without acupoint in the ICH-EA at non-acupoint group. The expression of
VEGFR-1 and -2 were assayed by immunohistochemistry at day 3, 7, 14 after the onset. The mRNA expres-
sion of VEGFR-1 and -2 were evaluated by reverse transcription-polymerase chain reaction (RT-PCR) at day
3, 7, 14 after ICH. Results: The positive vessels of VEGFR-1 and -2 were observed at the edge of clot at day
3, and then the positive vessels gradually penetrated into hemotoma at day 7 and found in the hematoma area

at day 14 after ICH. The expression of VEGFR-1 and -2 mRNA in ICH model group were increased gradual-
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ly, and peaked at day 14(P<C0.05). EA at the Zusanli acupoint could up-regulate the expression of VEGFR-1
and -2 at mRNA level. However, EA at the non-acupoint had little effect on the expression of VEGFR-1 and
-2. Conclusion: These findings suggest that EA at the Zusanli acupoint can accelerate ICH-induced angiogene-

sis and up-regulate VEGFR-1 and -2 mRNA levels in rats, which may enhance the recovery following hemor-

rhagic cerebral injury.
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