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[ Abstract )

tion(rTMS) on cerebral hemorrhage in rabbits and explore the underlying mechanism.

Objective  To observe the possible therapeutic effect of repetitive transcranial magnetic stimula-
Methods
were divided randomly into 3 groups, group A (receiving rTMS) and group B (no rTMS) were experimental groups,

and the

Thirty-six rabbits

and group C was control group. The cerebral hemorrhage model was made by injection of self-body blood,
control group was made by injection of saline. The rabbits in group A were treated with rTMS 3 times a day and those
in the groups B and C without rTMS. Rabbits in all the 3 groups were sacrificed separately after 12, 24, 48, 72 hours
and 1 and 2 weeks after the establishment of the model. TUNEL and immunohistochemistry methods were used to de-
Results  No

spontaneous intracerebral hemorrhage was observed in all of the 3 groups. Neither positive apoptotic cell and bel-2 ex-

tect the apoptosis and the expressions of TNF-a, bel-2 and IL-6 in the perihematomal brain tissues.

pression nor expressions of TNF-a and IL.-6 was observed in group C. The apoptotic cells were found in both groups
A and B, with less of the cells in group A than those in group B(P <0.05). The increased expressions of hcl-2,
TNF-a and IL-6 were detected in both groups A and B. Compared to group B, the levels of bel-2 and IL-6 were sig-
nificantly higher in group A (P <0.05),
tent in group A after rTMS (P <0.05).

regulating the expressions of the inflammatory cytokines such as TNF-a and IL-6, diminishing the inflammatory le-

and in contrast, the expressions of TNF-a was reduced to a significant ex-
Conclusion rTMS could be beneficial for treating cerebral hemorrhage by
sions, and reducing the apoptosis course by up-regulating the expression of bel-2.
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A4 6 2.9+0.1 8.3+1.0%" 11.3 £5.1** 27.9 £2.1** 9.3 +4.5%" 3.9 +2.4*"
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W5 CAE,#P <0.05;5 B4l ILE, * P <0.05
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