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Abstract Pain is called the fifth vital sign, and its development process involves many life activities such as
nerve, metabolism and immunity. Adenosine monophosphate-activated protein kinase (AMPK) is a key molecule in
bioenergy metabolism. It is widely expressed and distributed in various metabolically related tissues, and is activated
by energy stress and in response to increased ATP consumption or decreased ATP production. In recent years,
many studies have shown that AMPK activation regulates pain through various pathways, indicating that AMPK
is widely involved in the occurrence and development of pain. This report reviews the mechanism of AMPK
involvement in the regulation of inflammation and pain on the basis of existing studies, thus providing ideas for
the basic research of pain mechanism and the clinical research of AMPK-related analgesia methods.
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AMPK A& = /NS o 4L WFEFT By y i
FMEFEA ) = IR AR R . o IR N 3 A BRI
BLE I, CimlR] B Ay WHRES & 17— E
BIR T SR, S B A0 251455 (auto-inhibitory
domain). o % T (a-linker) M —ANE & L& R/ 75
AR BRI, BN “ST 3R” (ST-loop). AMPK [f]
58 A T IORSE T SRl 22 ) S0 5 B PR A B ST 34
B AR SF 95 EUBR (Thrl72). B lE 56 4 & 1 A {5 <F
[ 25 K 3. — A Wi il 45 45 3 (carbohydrate-binding
module) H] T 45 I B 5L (Glycogen), — 4> C ¥ &5 #4)
WH T4 o My I, v I # 4 Bateman 45
FEIRAL R, WA AMPK RS Af /8% S 40 i g LIRS 107
A =T AMPK i o] {ie 2 Thri72 8 Btk ki
H i 8 #0041 [l F LKB1 (liver kinase B1). CaMKKf
(Ca’*/calmodulin-dependent protein kinase B) Al
TAK1 (transforming growth factor-B-activated kinase 1) ',

AMPK 7] Ji i # #ll mTOR (mechanistic target of
rapamycin) 18 %8/ B E BT G AR HETE T E R
TOR j@#id 5 mTOR &A% 1 (mTOR complex 1, mMTORCI)
A1 mTOR & &4 2 (mTOR complex 2, mTORC2) fE
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il eEF2K (eukaryotic elongation factor 2 kinase) K [R
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receptor gamma coactivator lo) 45 [i] 32 111 fi] NF-«xB
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1S RS2 C 21 Y 1 32 A 20 03 J5 R 9 RE 4H i P 1
ZIE, [ I ) 2 0T A M A, AT 22 A = X 4
2 1,

7E CCL i F R M A R A, PURERR H I8
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