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Resiniferatoxin inhibits neuropeptide expression in rat with prostatitis
TANG Wei, SONG Bo, LU Gen-sheng, LI Wei-bing ( Urinary Surgery Research Center, Southwest Hospital, Third Military Medi-

cal University, Chongging 400038, China)

Abstract; Objective To study the therapeutic effect of resiniferatoxin ( RTX) on prostatic pain from
chronic prostatitis. Methods Complete Freund’ s adjuvant (CFA) was injected into rat bilateral ventral pros-
tate to form chronic prostatic inflammation in 15 male SD rats. Two weeks later, RTX was injected into lumbo-
sacral vertebral canal (n=5) or bilateral ventral prostate (n =5). Another 5 SD rats served as normal control.
Neuropeptide level and the mRNA expression of substance P (SP) and calcitonin gene-related peptide ( CGRP)
in lumbosacral spinal cord and dorsal root ganglia ( DRG) were measured by immunohistochemistry, radioim-
munoassay , and RT-PCR. Results SP and CGRP level and their mRNA expression increased significantly in
rat with prostatitis. Neuropeptide level and their mRNA expression were decreased after RTX was injected into
vertebral canal and prostate. Conclusion Local injection of RTX can effectively inhibit synthesis and release

of SP and CGRP, suggesting that RTX may be helpful to the analgesic therapy of chronic prostatitis.
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