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Abstract Depression is a common mental disorder worldwide, with various pathological factors contributing
to its development, among which chronic pain is one of the important factors. Chronic pain, charactered by
long-lasting physical discomfort, is often closely associated with depression. However, the potential pathogenesis
between chronic pain and depression is complicated and remains to further demonstrated. It is well known that
the hippocampus plays a key role in regulating neural pathways and neurotransmitters in chronic pain and
depression, and that the generation of pain and mood disorders may be linked by the hippocampus. Additionally,
the chemokine family members may contribute to neuroinflammatory processes as well as the development of
depression. This article summarizes the recent researches on the possible underlying pathological mechanism
between the chronic pain and depression, aiming to provide a new perspective for the treatment of chronic pain
alongside depression-like negative emotions.
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SREXREIT STAT6 B4 iE/N R EFBh RIFIA G T BEFERF Y
HLHIF 3

ARJGINFN TN GEREASG (postoperative cognitive dysfunction, POCD) /E NE & AR FAR G & WHIFE R

iE, RWREEGE, HIAMEIPNE 7% . POCD AMUE IR 08 N NFIDIRE, 28 18 2 88N B 7% S ER 5 A
HET RS . FRAX AR RO S B2 POCD B S HALE] . A SN TR, &R RE A 2ikE POCD
ANBREA R, AT Il R ANME T8 3 22 4 m AAEE BB, HI: BRI SR E (irisin) HTH
WX PR ZE 5 AE B S LT POCD KAERIRCR . Tk (1) fEIMIKAT S, ELISA 45 R3%E W] 70 & LA EAR
S BT 7R O BRI N AR LTS irisin ZKSPAR TR EINAIIE R 4. (2) ERRRg i, i 8 5 s 2 Al
KB, FNDC5-KO /Ml (FNDCS5 O irisin 15K 44) RILMAE E R R, JUHAMASS 50 MR %
PO, FEoN irisin B A RES FEWA G G, (3) JEII R LPS i T X 4 98 RE /N AR AY, 2%
GAT RN (LU BRI Wi R 2 A% (PCR. sttt ELISA. =4
G AR E B A/ 0D FIBSRANI R SIS, IR 1 TR PR irisin REREAT UG NG 2 HE 15 2 I R
WA ThREREAT, A% O ML I8 I i) 5N R R 4 i Ak D i, @ R CX3CR1-Cre™::Af9-
Tdtomato /I X /)2 J57 4 i 15 AT i 4 23 106 A2 3 B 2E 2 Al o 285 SR AR W] drisin FRART 2 s )/ 5 4
AL, T A2 38 IS STAT6 B 4 fi /NI 5T 4 A Hhy M1 I 28 3 28 ) M2 BT 98 R ARG AL, AT TR S S O 855 A I
18 F STAT6 il BR AL 1) 57 7] DAAE — 5 FL B B0y irisin _E3RVEF, 45 5% W] irisin 7] DL B0GE STAT6 4%
AN AR AP, SR A T R AL, B 4ERF A T IEE IR, (O Ed M HE NG S
AR & POCD B, [FIRE R I irisin AT LA R4 FT577 57 90 vhobx e 28 5 0 s REMUAR JE I RN DD BERRE A . 47 b
Frik, AHEFEI AT R A0 T A S35 AR R IR W drisin A7 & TR LPS BGTF- AR 55T i) 40
KA BB o Irisin Ay — iz 3l f5 Rk i vt & B B A A aT 8RR A et . —J7 i,
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