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Pronociceptive evidence

Antinociceptive evidence

'
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BDNF induces:

1 PIBK and ERK signals in spinal cord

T Neuropathic pain

LPS-activated microglia:

* BDNF

1 Microgliosis

1 Pain hypersensitivity

BDNF-released by neurons:

) Activation of microglia

) Release of proinflammatory cytokines
) Neuroinflammation and mechanical allodynia
Microglial BDNF release due to P2X4R:
1 P3s MAPK

) Synthesis and release of BDNF

) Proinflammatory cytokines

Exogenous BDNF treatment in resting or

LPS-treated microglia:

T Anti-inflammatory markers (CD206, Arg1,
IL10)

l Proinflammatory markers (IL-13, CD32,
TNFo and iNOS)

1 TrkB signaling, T STAT3

| NFkB

Exogenous BDNF treatment in model of

neuropathic pain:

¥ Pain-related behavior

} Neuropathic pain-related to nerve injury in

spinal cord

AMWH 2 UNLMeDS BDNF Ay microglia 618N19N356% (pronociceptive) oy

(antinociceptive) MINFUNUANNAULIA (FaLlasan Cappoli et al., 2020
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