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[Abstract] Objective To investigate the effects of intrathecal injection of Akt inhibitor IV on the
hyperalgesia induced by remifentanil in a incision pain model. Methods Forty C57BL/6 male mice were
randomly divided into 5 groups (2=S8): incision pain+DMSO group (group I), incision pain-+remifentanil+
DMSO group (group R), before modeling Akt inhibitor [V 0.08 pg/10 ul group (group Al), 6h after modeling Akt
inhibitor IV 0.08 ng/10 ul group (group A2), 1d after modeling Akt inhibitor IV 0.08 pg/10 pl group (group A3). All
groups were made model of incisional pain in the right paw, in group R and group Al, A2, A3, remifentanil (0.04
mg/kg) were infused subcutaneously 30 min at the moment of surgery. All groups were respectively intrathecal
injected 10 ul DMSO (10%) and the corresponding concentration of the Akt inhibitor [V 10 pl. Each mouse
received tests of the paw mechanical withdrawal threshold (PMWT) and the paw withdrawal thermal latency
(PWTL) at the times of 24 h before and 6 h, 1d, 2d, 3d, 5d, 7d after surgery. Results Compared with group I and
the baseline value, PWMT and PWTL were significantly decreased after surgery except 7 d in group R (P<<0.05);
Compared with group R, PWMT and PWTL were significantly increased after 6 h, 1 d, 2 d of surgery in groups Al, A2
and in group A3 (1d, 2d) (P<<0.05); While there was statistical difference among group Al, A2, A3 (P>0.05).
Conclusion Intrathecal injection of Akt inhibitor IV can effectively relieve the hyperalgesia induced by
remifentanil on before and after modeling.
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