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[Abstract] Objective To investigate the role of triggering receptor expressed on myeloid cells
1 (TREM1) in rats with neuropathic pain and its possible mechanism. Methods Forty-eight male a-
dult Sprague-Dawley rats, weighing 220-300 g, were successfully placed intrathecal catheters, and
then randomly divided into 4 groups (n =12): sham operation group (group S). neuropathic pain
group (group CCD, TREMI1 shRNA group (group RNAi) and negative lentivirus group (group Vi-
rus). The neuropathic pain was induced by chronic sciatic nerve compression injury (CCI). In group
RNAI, 30 pl pGLVU6/RFP/Puro-shRNA (1X 107 TU/ml) was injected intrathecally 1 week before
modeling. Group Virus was injected with 30 pl negative lentivirus, whereas group CCI and group S
with equal amount of normal saline. MWT and TWL were measured 1 day before (baseline) and 1,3,
7, 14 day after modeling. When behavioral test finished, the expression levels of TREMI1, TLR4,
MyD88, IkBa and p-NF-«kB p65 in spinal cord were determined by Western blot. Whereas the mRNA
expression levels of I1L.-18, TNF-a and IL.-6 in spinal cord were measured by RT-PCR. Results Com-
pared with group S, the expression levels of TREMI in groups CCI and Virus significantly increased
(P<C0.05). While compared with group CCI, the TREMI1 expression of group RNAI in spinal cord
significantly decreased (P<C0.05). Compared with group S, MWT and TWL of groups CCI, Virus
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and RNAI after modeling and the expression of IkBa significantly decreased (P<C0.05), whereas the

expression of TLR4, MyD88, p-NF-kB p65 increased significantly (P<C0. 05), as well as the expres-
sion of IL-18, TNFa and IL.-6 mRNA (P <C0. 05). Compared with group CCI, the MWT and TWL of
group RNAI after modeling and the expression of IkBa remarkably increased (P<C0. 05), whereas the
expression of TLR4, MyD88 and p-NF-kB p65 in the spinal cord remarkably decreased (P <C0.05),
as well as the expression of 1L-18, TNF-a and IL-6 mRNA (P <Z0. 05). Conclusion TREMI knock-
down can alleviate neuropathic pain, the underlying mechanism might be the inhibition of TLR4/

MyD88/NF-kB signaling pathway.
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