PAM-2 decreases neuropathic pain in mice and modulates
chemokine/cytokine production in human microglial cells
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INTRODUCTION

In light of the present opioid crisis, there is an urgent
need to identify novel, non-opioid drugs to treat
chronic pain. Drugs targeting o7-nicotinic
acetylcholine receptors (a7 nAChRs) are of particular
interest. a7 nAChRs are expressed in different cells
within both the peripheral and central nervous
system, and in glial cells, including astrocytes and
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CONCLUSIONS

1. PAM-2 inhibits neuropathic pain in mice

2. PAM-2 seems to potentiate IL-1B-induced
chemokine/cytokine production in human
microglial cells
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inflammatory chemokine/cytokines in the culture
media were measured by ELISA. These in vitro
experiments are preliminary, therefore, statistical
analyses have yet to be performed.

Fig. 4. Human C20 microglial cells were cultured (in 24-well plates) in the presence of
vehicle, PAM-2 (1-100 uM), IL-1B (20 ng/ml), IL-1B + PAM-2, IL-1B + nicotine (3 uM), or IL-
1B + nicotine + PAM-2, for 18 h. Chemokine/cytokine levels in the culture medium were
measured by ELISA.

Fig. 3. Mice were co-treated with 1.0 mg/kg PAM-2 (i.e., ineffective dose) and oxaliplatin for 7
and 14 days, and cold plate tests were performed 24 h after the last administration.
Bonferroni’s test indicated that PAM-2 decreased oxaliplatin-induced neuropathic pain after
14 days, but not after 7 days. **P < 0.01 vs vehicle; AP < 0.01 vs oxaliplatin).






