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ABSTRACT Objective: To investigate the effect of chronic BAM8-22 treatment on the expression of calmodulin gene related with
peptide ( CGRP ) in cultured sensory ganglion. Methods: DRG and TG tissue of rats were cultured in vitro after BAMS-22 and L-NAME
treatment. The changes of CGRP content was detected by enzyme linked immunosorbent assay. Results: Compared with the control
group, the expression of CGRP increased after the consecutive treatment of selective SNSR agonist (BAMS-22) for 4 days. Combined
that treated with L-NAME (a non-selective nitricoxide synthesis inhibitor), the expression of CGRP was up-regulated differently with
different doses of L-NAME. Conclusion: Chronic activation of SNSR resulted in the enhanced expression of CGRP, it may be the cellular
mechanism for reducing the analgesic effect of morphine after continuous activation of SNSR.
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Fig. 1 Effect of chronic BAMS-22 treatment on CGRP expression in
co-cultured DRG and TG tissue

2.2 L-NAME X} BAMS8-22 i % Bk 1Z 55 B 504235 CGRP 1%
pilif: B2

RfiE BAMS-22 i G Wk BE RIS I, Bt 299 7 AR Y
CGRP & BN TR, AL HALR] . AR IRBE TR
BRGE 2T B AL 4 K 45T 100 nM BAMS-22, I [F] i 45 T
AR B I 1 NOS #1457 L-NAME, &l 2 fizs, * R4



- 216 - IREYESHE  www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO2 JAN.2014

CGRP it 4 403+ 15 pg/mg, JIA 1,100 11000 M L-NAME
A3 RE MRS P25 1 CGRP £ m 4 Jn#] 574+ 38,695+ 10
1 775+ 92 pg/mg, FIXFRAAHLL, [FHIA 100 uM F1 1000
M L-NAME 41 ) CGRP 4 it 45 fil 2 2% 5(P<0.05, P<0.01),,

[ BAM3-22 100 aM
1.0 [CTTD BAMS-22 100 nM + L-NAME 1M

[Fzz3 BAMS-22 100 nM + L-NAME 100uM
5551 BAMS-22 100 aM + L-NAME 1000pM 4
= 08 T
£ *
oal 2
&
= 06 T
=
=
— 0_4 i T
e
=
=
=
O 024
0.0

2 MAARERE L-NAME Xt 100 nM BAMS-22 5 CGRP RiZEH
e
Fig. 2 Effect of different doses of L-NAME on the expression of CGRP
induced by 100 nM BAMS-22
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