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Effect of intrathecal injection trichostatin A in a rat model of resiniferatoxin induced neuropathic pain
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[ Abstract] Objective To study the effect of intrathecal injection trichostatin A (TSA) in a rat
model of resiniferatoxin (RTX) induced neuropathic pain (a PHN mimic model). Methods Thirty-
two male SD rats, weighing 250-280 g, were randomly divided into four groups (n = 8): sham
group (group C); neuropathic pain group (group RTX); intrathecal injection DMSO in neuropathic
pain rats (group DMSQ) ; intrathecal injection TSA in neuropathic pain rats (group TSA). In group
C. 1 ml of RTX solvent was injected intraperitoneally. The pathological neuralgia model was estab-
lished in RTX group. Each rat was given a single intraperitoneal injection of RTX 210 pg/kg under
isoflurane (2% O,) anesthesia; a pathological neuralgia model was established in group DMSO via in-
trathecal injection of 10 pl of 5% DMSO for 60 min before modeling and 7 d after modeling. The TSA
group established a pathological neuralgia model via injection intrathecal of TSA (0.5 pg/kg) for 60
minutes before modeling and 7 d after modeling. Mechanical withdrwal threshod (MWT) was quanti-
fied with von Frey filaments before and after modeling; the measurement time after the modeling was
2 h after intrathecal injection on the day of 1, 3, 5, 7 d. The expression of glial fibrillary acidic pro-
tein (GFAP), IL-18, TNF-a« mRNA in the spinal cord were measured by qRT-PCR 2 h after last
TSA or DMSO injection. Results Compared with group C, MWT in groups RTX, DMSO and TSA de-
creased significantly 3, 5 and 7 d after modeling (P < 0.05). Compared with groups RTX and DMSO,
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MWT increased significantly 3, 5 and 7 d after modeling (P <C 0.05). There was no significant difference in

MWT between group RTX and group DMSO at different time points. Compared with group C, the expres-
sions of IL1-8 mRNA, TNF-a mRNA and GFAP mRNA in groups RTX, DMSO and TSA increased sig-
nificantly (P < 0.05). Compared with groups RTX and DMSQO, the expression of I11.-18 mRNA and TNF-«
mRNA decreased significantly in group TSA (P <C 0.05). There was no significant difference in the indexes

between group RTX and group DMSO. Conclusion Intrathecal injection of TSA relieves RTX-induced

neuralgia by slowing the inflammatory response of the myocardium.
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