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sis factor-a, TNF-a) & & 69 % v, KT 77 F AP 2R X RBCER LR aOERAME, Fik 42 2
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(P<0.05), Mm% 1 5 % # L PGE, & & & & T (P <0.05), Fa2 2 BA IRk F 1 5187
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Effects of Piantong Decoction No. 1 on Expressions of CGRP/PGE,/TNF-a of Migraine Model Rats
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ABSTRACT Objective To observe the effects of Piantong Decoction No.1 (PTD1) on the expres-
sions of calcitonin gene-related peptide (CGRP), prostaglandin E, (PGE, ), and tumor necrosis factor-a
(TNF-a) in the cerebral dura mater and peripheral plasma of migraine model rats, and to explore its
mechanism for intervening neurogenic inflammatory pain-sensitive migraine. Methods  Totally 42 male
SD rats were divided into the normal group, the model group, Sumatriptan Succinate (SS) group (9.72
mg-kg ' -d™"), PTD group (5 mg-kg™"' -d”"), and high, medium, and low dose PTD1 groups (20,
10, 5 mg - kg Ted™) by random digit table, 6 in each group. All rats were intragastrically administered
for 7 successive days. One hour after the last administration, equal volume of normal saline was subcuta-
neously injected to rats in the normal group, while 10 mg/kg nitroglycerin (NTG) was subcutaneously in-
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jected to rats in the rest groups. The behaviors of the rats were observed. The expression levels of
CGRP, PGE,, and TNF-a protein were detected by ELISA. Results Compared with the normal group, the
number of scratching head, climbing cage, and tail biting increased significantly in the model group (P <
0.05, P <0.01), indicating successful modeling. Compared with the model group, ear redness time was
postponed and the numbers of tail biting were reduced in each medicated group (P <0.05, P <0.01). Of
them, the numbers of scatching head were reduced in the SS group and the low dose PTD1 group (P <
0.01). Compared with the normal group, the expressions of CGRP protein in the cerebral dura mater
showed increasing tendency (P =0.658), and plamsa expression of CGRP protein significantly up-regu-
lated (P <0.05) in the model group. The expressions of PGE, and TNF-a protein in the cerebral dura ma-
ter and plasma were obviously up-regulated significantly (P <0.05, P <0.01). Compared with the model
group, the expression of CGRP protein in the cerebral dura mater showed decreasing tendency in high
and low dose PTD1 groups (P =0.658, P =0. 266 ) ; and the expression of plasma CGRP protein was obvi-
ously down-regulated in the SS group and the medium dose PTD1 group (P <0.05). The expression of
PGE, protein in the cerebral dura mater group was significantly down-regulated in the medium dose PTD1
group (P <0.05). The expression of TNF-a protein in the SS mater was significantly down-regulated in the
SS group and the low dose PTD1 group (P <0.05). The expression of plasma TNF-a protein was signifi-
cantly down-regulated in the SS group and the PTD group (P <0.05). Conclusion The inhibition of neuro-
pathic inflammatory migraine by PTD1 might be related to the regulation of CGRP/PGE,/TNF-a protein ex-

pressions.
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RS F) AR =, A = 5. L171227067 5 B 988 35 5 A
F-a (tumor necrosis factor-o, TNF-o.) , Abcam,
GR3191907-6; fij % i & E, ( prostaglandin-E,,
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fifim 1 SR 6 5.7:0.7°°11.213.0°°7.8+8.7  14.8+9.32%

EHIEF4 LK, *P <0.05, " P <0.01; S L, AP <
0.05,%4%4P <0.01

2 & 4H K BB TNF-o .CGRP . PGE, &
HERXACEIE (£ 2) HIEWH R, HAH KR
T g B TNF-o . PGE, ZE 133k I (P <0.05),
CCGRP HH#EiLE FFHEH (P =0.658), SR
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