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Abstract: The incidence of non-alcoholic fatty liver disease (NAFLD) is on the rise worldwide, It has become the first
major chronic liver disease and the primary cause of abnormal liver biochemical indexes in health examination. It is
closely related to adenosine-activated protein kinase ( AMPK) involved in lipid metabolism disorders, excessive oxida-
tion,autophagy and inflammatory cascade reactions. In recent years,the intervention of Traditional Chinese medicine in
NAFLD has become a research hot spot. The role of TCM compound and monomer in the treatment of NAFLD is dis-
cussed from the perspective of AMPK, providing a new theoretical basis for the prevention and treatment of NAFLD.
Keywords: NAFLD; AMPK; Traditional Chinese Medicine Intervention; Research Progress

Bifi 5 A 35 A DG 9 Y e &, A T RS 1 AR D 1k
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WAL 2 H B ( Adenosine activated protein kinase,
AMPK) ZAFTE T HAZ A P (9 5 = R AK 8 RIBTE
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1 AMPK 5 NAFLD

AMPK 5 JFF I A4 55 B AE BRAT B DI RD 6 R LA
JEE 3% NAFLD [ ol 1735 97 SR S . 2 Bk 98 &
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AMPK AT 38 5 1 i) Jig 53 A i g 2 135 1 L A2 0 s D5
Pk S8 Ak I 2l 38 ok AR T e A 0 AR L ek 2D AR R UYL 7
PR A A EEAE Y, BRI TS S
5 H 1c(Sterol regulatory element binding protein-1c,
SREBP-1¢) /2 18 & JiF 40 JfL 9 Bg ot Ut AR 9 3 2
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AMPK 38 33 9745 i 177 T 8 A 1 S 5 DR - P 4 ot
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(ACOXD W335, BB IR TR B Ak ik A B i AR
K AREEYE Mt NAFLD, #F— 2 8 53 iF 1 . AMPK
TEAGJE AT b R 2o ik 3 b A7 (K 2 1 (FUNDCL) 3
IR T R A2 A5 A0 I O A Gk R D) e L A A i T R
S NAFLD RZE,

1.2 AMPK 5S4 N#
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i R B A IR B T M A (Re-
active oxygen species, ROS) ¥ 7= A= Fl 41 il 477 48 1L &
Giw g My, 77 AR B RS ROS, 35 8040 i #4500,
NAFLD g B A5 25 AL , n 3800 40 A N 340 Dt 754 0 1
i i M2 4y — A% TR Wl TR SR Ak iR 42 L A2 12F ROS 77 A Je
AL W) 1 AL B (Superoxide dismutase, SOD) I8 J&
P4 B H K Cglutathione , GSH) %5 3t 48 1k il 1) T8 #E
45 AL R 7= 9 (malondialdehyde , MDA) £E 5838 i »
20 i P9 A AE SRR N R B L iE — 2B e NAFLD ",
AMPK J& 2 5 JIF 40 M 04k B 3 nd = 2 W Y
AMPK {5 AL 5 » P 300E 2o 4801k ) Tl 44 34 58 ) B0 A2
Ay 33 15 I T 1a(proliferator-activated receptory-
coactivator-la, PGC-1a) B 15 X T U f # FE H 2
(Uncoupling Protein 2, UCP2) i 14, 7 48, /> ROS 4=
B TR BRE S 385 R W SOD 3% M . #2 = B i i e S 1k
fie 12, AMPK/#H ¥ E2 # % K ¥ (Nuclear fac-
tor like 2, Nrf2) 75 2 7 50 Z 5 I 4i Jfd S04k 0 3% ) 22
TFS I M. AMPK B # 1k J5 , o A 20 3%0E T liE
Nrf2 , 38 i 20 JL AR DG Bt S8 A0 T 19 A= 780 A 8052 1 4
Ja i . DONG S5 B 5¢ & B, AMPK AJ 3 5 T 4
B DT 25 R 5 S B S8 AL 180 ROS 177 4 B ROS
AH I R AE B S 1, 98 70 N NAFLD [7) NASH ¥4 1k
AU
1.3 AMPK 5B
W5 2 2 4 S 40 e 0 B 5% 1 A6 L 400 i B i %) B
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FHLH 2 O BOR AS TR U 45 40 M Y R 4 AR R
P g A A 1 I A A T AT R PN S 4 A0 i B L 2R
JoR 45 AT A i L T T A6 5 40 M TE R AR . R
RN 0 E R BLE L B TN T BE S H Y 40 M 2% K R
F S5 AT B AT BR AN, IR T 356 15 9 o T 20 e T8 2
A MG T o A T R 5 A0 B - A X — o B AR R
Mk AMPK/ 5 1A% % (Mechanistic target of rapa-
mycin,mTOR) J& 2 5 - 41 i g Wik 1 3 2245 5 38 [
AMPK AL 5 AT 34 F i mTOR K HAL N 43 F 1l
HHLEN 1 %45 3(light chain 3,LC3) Z E454
# H p62(Ubiquitin binding protein P62) ) 33Xk , 158
JHF 400 B e, 0 TR B £ A RS A s g B R T
fie. 8 2% NAFLD i) & 4 & ), B 98 3% W,
AMPK AL )5, T 3G 5% 1 W O g UNCS1 FF 3 1
(UNC-51 like kinase 1, ULK1) (975 ¥4 , 3 1 9 452 JiF
A WK TING 2625 38 i 2 7 T 41 g
AR PR L R P 1 A 1 R0 (3-FH 3 R IEE RS L 3-MLAD) Al
AMPK i 7 CAICAR) /4 il 57 (fb &4 O 1 Fi i
YH I AMPK K H W R 7 g B & & B
Y g A B v BB 5 AMPK 3006 O R
X,
1.4 AMPK 5 RE/IME/ 5 E

JAE R AE NAFLD &4 & R il % =
KEBMAMERY  RAEME R T R AE R F 19774
A=A sm s RIEF IR L2 E AL A% . NLRP3
S P LR R AE N 1 S B 7 L I 2 d FLARRAE R
JE/MERR R Z — . BEFE £, NLRP3 48 4E /A &
AMPK R R0 K5, 24 AMPK 9% 3436 B, 38 1
O NLRP3 SRAE /M B 35 1 D20 FH 5 R AE Z Bk
I P 2 A 0 T AR TR A0 B OE AR B RESY L kA,
TS & I, 5 A5 9 AMPK. BT 400451 48 5 2k g PR %%
sk [A T kB(The nuclear factor-«Bs NF-«B) B 3 ik, fil
il b 988 IR FE Kl 7 ( Tumour Necrosis Factor alpha.
TNF-o) . A4 £Z-8(Interleukin-8, 11.-8) . A 4l fi 4~ &-
6 (Interleukin-6,11-6) 45 4 KE A J5 A 40 T » 9k 20> 4% E
B

ARk TR 25397 NAFLD © 8 NAFLD /448
KIS, Z2 v 25 52 J7 a2 SR kB T A
Bk NAFLD # J& . WF 5 £ B, AMPK 15 5 38 [
=25 I 40 M AR 8T Y S B K T 38 ek B AN i
4455 K g FRUCRR R 1T % ¥ 9% fif NAFLD B94E - .
DU xS h 2 &2 05 rp 25 SR 3 F AMPK {5 59877
NAFLD M fE I #E AT Bk (% D, v 25 BB 8T
NAFLD $2 {57 B %
2 ™hZgE A AMPK 83 1# 84 7 NAFLD

B AR 7 I R #3897 NAFLD . F 58

F1 HHEFH/BEEH NAFLD {24

e L'f;ﬁ 5o NAFLD i 2% ik
3 A Apre N .
[T BE FAS,ACC,Malong-Coa ,FFAs ¥ [39]

ISESR:3 PCK.G-6-pase v [40]
KEH SERBP1,mTOR, p70s6k ¥ [41]
I SERBP1.TG.NEFA [42]
f&Wi 47 SERBP1.FASY ,PGC-1a.CPT-14  [35]
FHEM R LKB1,ACC ¥ [36]
AN RIKE SOD 4 ,ROS/MDA v [43]
HIER CAT .SOD } ,ROS/MDA ¥ [44]
BRI NRF2,ACC 4 ,SOD.GSH 4 [45]
JfRFETF SOD.GSH-px 4 ,MDA y [46]
e PGC-1a, UCP-2, SOD *, ROS/
5% MDA 4 [38]
ELA FIZE M PRKAL,SIRT1,LC3-I[4 [47]
MIHLH  SIRT1.P62.1.C34 [48]
R mTOR,p62,LC3-[ 4 , TC. TG 4 [49]
fifita# TFEB,LC3 4 [37]
RAE LI/ -
P FH&H NLRP3 v ,I1L-6.1L-8 v [50]
FOHRE  TGF-B/NF-kBy , TNF-o,IL-1 v [51]
J— :{;\gﬁﬁlkm v, TC.TG.LDL (52-53]

F W, AMPK 2 i i Ak i J7 3697 NAFLD A9 % .0 il
Pz — il B AMPK , SOD A9 26 3k , 45 555 1T 48 g
P A A RE T 5 DT 38 B 2035 1 R i 28 1k 1 2l SR
WESE R B, LA AR 4 B8 S 45 20 B s I
F AT AMPK, fff OB 2 1k 3% i, JF T 98 R i
) SREBP-1C.FAC B7K-F, 35l PGC-1a.COPT-1 &
T (2 E AN N R AR R R R B ARAR . FE
U WESE K B, FHHE 3 T P NAFLD KR, 7T %
% LKB1/AMPK 15 5 38 #% . 3k /> T 0% B Wi & nl il
ACC By IE REARNR T 1Y & 10 B 07 . A k&
F Al i ¥ 5E AMPK/mTOR 18 %%, /2 #F 5% % 5 1
EB(The transcription factor EB, TFEB) % 3 ik , 3 Jin
H W GE & LC3 3R 3k, 24 F 4 i 7 g, i i o
NAFLD 491 2 BB PR (T2DMD 4 241 i o fig R AR
AR i — 2 B W 5E kB, TS W v A AR T
NAFLD, HAE I ALH 5 259 B0& AMPK, 3 n = T
it PGC-1a, UCP2 & 1 1Y 23K , 1 100 14 i i 20 e Jig 5
i A A2 R D R 2R 11 235 A 1 I 2 M AE 2
R,
3 thZi sk EF AMPK 8 %82 NAFLD
3.1 BERH

W R B A8 F 2 2508+ 19 3= ZE R M4
BARMRINRR 25 BEH . A 15 nl 38 i 8% f2 fb 3
i AMPK., 8 2 Ig Wi & B B (Fatty acid synthase,
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FAS) . ACC.IN - BE4# i A(Malonyl-CoA) %5 i I &
R 4 2 35 8 0 /0 B i B9 A 5. ZHANG 460
T e K B ST NAFLD B, 7 A5 2545 K #2490
Tk BRAT 2517 T $2 5 AMPK i 2 1k K SF , A%
S A I TR Wl PR s 12 TN ) 12 % 9% 1§ (Phospho-enol-
pyruvate carboxykinase, PEPCK) Fll %] % ##-6-1 2 i
(glucose-6-Phosp hatase, G6Pase) ) & ik , 3 i 1 $5
YUIR T & B A2, OB AR LA, WANG VY i ad
o DN 44 P A1 Big 5 RN A o o Ml 6 R RN L R Gk L R
PR ¥ 2 AT 38 O /4 0 2R A M U (Caleium/
calmodulin-dependent kinase kinase CaMKK) ¥ V&
AMPK ., 34111 g fi# AH OC 85 1 A1 mRNA B 7K F, 45 3%
WD R R D AR, #E RS 2 AMPK Y 0TS
7, AT 3 A 3G AMPK #) 8 B2 1k > £ o 356 R 3R 5k
FTEE vk /D g B AR 2R 8 o] 3l 1 5 SREBP-1c i
PR Ak DA% I 5 RT3 NAFLD
3.2 |

KR A 25 KR A 807 » I 5% B KRR
Z A S AMPK/Nrf2 58 % . @ % 42 5 NAFLD
KEUFIE SOD & & , B AR ROS/MDA , 18 % %% i X
N G2 ff NAFLDM , QIN 251 fff gy & BE, 5 3% R nl
L AMPK/PGC-1a 15 518 1% . A3 20 9% AR B IR
/N MDA & 8 3£ 34 i SOD., i3 4 1k AU i (Cata-
lase, CAT) \GSH 1Y 23k . 43 R4 il 20 f 4201k I 34 .
Bk I B T R0 T i AR A . B R
FE S Ak ik 3 B8 T 38 ok 52 e I VE SODL.GSH %t
AAL T & M OE Nrf2, AMPK , ACC 4 [ 1 &
FEPUEALE R R B B B9 . VB AR I 5T
SR IR AR IE T T4 A NAFLD #5514, n] A % %
AR it 38 T B s T e &L B = SODLGSH-Px /) 3&
IR U800 T A0 v AR N BRI P ) MDA I i,
YA ALVE S AMPK/Nrf2 {5518 A 54 .
3.3 B

HE R —Fh 2R &, BA PrE b 4t
RAF L PP 2 FRAE R, W98 & B0, (B P B 0] Gl o
cAMP-PRKA-AMPK-SIRT1 {5 5 18 8% 150 1% FF 40 i
W, 3580 A LC3-IT A W AR 5 7 19 83k, 1 5 i
2016 I 2 ik T 400 T A AR R R A B g
M5 L0 R 2 5 0 80O 245 43, PING 255 1F 5%
RIN I Z 05 0T A7 AR NAFLD /s BRUFFRIE A g
5 25 . HL % IS A FH 5 300% SIRT1-AMPK {7 5 &
& M H R (R A A . WANG S w5 iR
RS NAFLD /N R, 12 1R 10 12 F s
/N BRI HP IR B L AR S I A Rk
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1B A B SR AT 38 5 S AMPK/mTOR {5 58
T Y 5 T 200 i e, % A B R R AR
3.4 RIER B/ RIEME

FFE 2R N FFS RO B B 5 7R G —
BRI A . S ] 38 i ¥ AMPK {5 5 18
B RN NLRP3 98 5E /IMA TS A6 8 /20 41 il 4 5
RS RS A B, B O S PN T T A A5 o 40 A %
IiE S Hopt R ALK 538 i 8 ¥ AMPK/ #4544 K
+ B EOEE 1CTAK D5 53 #% , #F 11 LWy TAK 1/
NE-«B, A% L 37 1 % 5 - 11-6 . TNF-o Fil 1L-1 7K
A DY s R B PR PR AL SR Y
21 55 K Al 8 5 B A B A BOVE R 1 (TX-
NIP)/NLRP3 i f# , i & #7 fil NLRP3 4 i /M A 34
T U/ JHF 200 L PN 4R S I B g I W AR 8 17 3 1)
B NAFLD A91E ",
4 ZHiE

NAFLD J& % & J i 5 22 By B o 7 & 3L
T, NAFLD % 9% % & HL & 2% B i R i
TCRFRIR T 259, T LR 208 1) NAFLD 33 97 #0045
WA EELTEESY . NAFLD 0] IH F i E 2K
“HFIRE AR L ESY o I 52 R PR UL A JT NAFLD,
i NAFLD WG T7 40 1 8 i B . 8 ad Xt v 2 bt
NAFLD A lifa PR K 52 56 B 58 847 B 45, & B 25 40
NAFLD # 585 B 5% | H v R R0 3 g 18
BEEEHLE A ¢ R0V E T E 253897 NAFLD A7 78
XA 85—  NAFLD BRI # DL 2542 07 &=,
HAZ 7 it R 25 A R S ML A 55 AR X 855 5 56
Il PR 2 A X NAFLD B9 & B UE bk o R [R) S 80R
ASBE AT NAFLD o B3R R — 2058 = ,NAFLD
BILA 49 A BH A o 32 2 36 B0 0 g Jo o AL, SR AR 3 405 L R
IiE SR YEALST VA B N 2 T T v U
21 JD i o A AR R 545 A R RS L i R 2 R £
B S 223 B AR Ll i P 257R 9 NAFLD, 1]
RAFAG G R 2GR IR . AMFRie R Th &
HT AMPK {5 538 & 451 NAFLD 01 H . £ # )&
SGET HAHLH N NAFLD #2507 2 3480 18 Bk .
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