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Abstract: The incidence of non—alcoholic fatty liver disease (NAFLD) is increasing year by year and has become
the world’ s number one chronic liver disease, for which there are currently no specific drugs available in western
medicine and it is mainly treated by liver protection and enzyme reduction, and lifestyle adjustment, which did
not achieve a significant effect. In recent years, more and more studies have been conducted on the benefits of
Chinese medicine in the treatment of NAFLD, especially acupuncture treatment, which is increasingly prominent
for its multi—target, multi-faceted and targeted advantages. This paper will systematically summarize the clinical
studies and clinical treatment mechanisms of acupuncture and moxibustion for NAFLD in the past 10 years,
mainly including acupuncture therapy, electroacupuncture therapy, acupoint catgut embedding, acupoint
injection, auricular point seed— pressing therapy and combination of acupuncture and medicine. The research
mechanisms for the treatment of NAFLD was summarized in order to provide reference for clinical treatment of
NAFLD.

Keywords: non—alcoholic fatty liver disease(NAFLD); acupuncture treatment; mechanism study; review

J5 0 45 P B 5 PR JHE9 (non—alcoholic fatty liver  FEIETRG PR SR Ll 8 W I . JETERS P AR 107 14 I R
disease, NAFLD) 2 BRIPORS K Ho A B0 A LA SRR (NASH) . JFFHEEfEFIE (HCC) , T4k 2 4
— A B R e, FERIUONIE ERmATRES, BETC BN 2R A AR — K Ig
S o 240 B N W A K T HE AR, AR 1) K 4 g PERERG . R A H g 38 2 JHAE Ak 0 - 1 2
LS R FTF R RE UMY, NAFLDA,  JRIRNZ—o BRAFNIFRAEZ A1, NAFLD ik af L)

KF B 2021-08-16

EEREIr: B3 (1994-), 2, BENT; E-mail: 623109970@qq.com

BIRESE: PIAA(1972-), 53, 1A, B, RS0 E-mail: hjsprayforyou@sina.com
EETA: J MNP EH R 2021 EM AR H (45 A1-2606-21-429-001Z60)



728 TN BE 2R

2022 455 39 4

SRR, A LOBERSS . &
FE o IR IR Fe oA L, R S 00 A g
PR B 35 1 ST SO AR R R . NAFLD & —Fil
HERMEEE , AR BT, AN 20 AL
BRI, HAET, NAFLDIGYF FE ME IR
FEAR, S I RAE | S R AR XA iR T
hE, HICRE YR,

JARH BE EE T 30 NAFLD A 5S84, B
R ESZFINT, A 2 h A0 R it 2
N BT sk, AR R R A =2 R R T R
CEM s R AEumE, HHERTEZR PR
24 B R K B D M s e vh B 44 0 SO I
FEVH, rhEIN K, NAFLD B9 R £ 8 B A
WL BRI, B8 R B B0 IR R
W o AP RIGYT ARG M BE 7 1R I E A W Y I
R, HAERUS Sim RSB B e UG T2
HYHEAD o XTI AR A AT RIBYT NAFLD A
FEHE AT, DI — 0 it g e e
s %

1 4+ £ 77 NAFLD 8916 JRAT 2
1.1 $t#RlfFE

PRSP HRAE , VRYT 2H 40 1511 A& i) 2 /0 FHAE
22 CRAY . Skiepn . Rt . HH . BHER R . FH
2, A, BAEAE)IRITIRITIT, X HRZ 40 B4 T
FAR SR AT e, H3R97 108, AP JRIRIT 4 6ie
NI A bR B0 3 3 2 R 8 A iR T T 34 B S
WA, v, G e T IO i o i BH S A X
WEZH o 2= B4 O R 4595 it 7 947 AR ISR
PP H A5 RINAFLD, gl Ab 75 O =8 %
B, OZMH. MR, @FRE. diw, st
12N, FEUEEI T ZBUN AL 4 AP EAR, 5
FRLGE T A 0 R R R T RE AL BRI, ST 4G
FRoR 2 4R UGS T BE IR S Y7 80 AR FH AR
M, Hop, WERALEAROR N 88.24% , X HRAL K
87.87% , {8 il i1 y7 125 ] 2 4035 I W I BB S 4%
27, FEAH I = B8 (triglyceride, TG) . &b JH &
(total cholesterol, TC)/K .
1.2 EBfHTiE

N A T o T R R e . . K
WD, KB, oot K. FRE. . K
opL IR, BT RIAS RS R TSI AL, B

30 min) BE A4 ] A£ 15 07 27 AR AR E R NAFLD
a5, BENAIT R 3K, YRR 45 HIR A
WA, PR 128 frIT IR R, T
HLET IR T AR G AR 17 & 1 . BEARAHE . B
By AR . W AN L Oy T W AL T R Al A
R W o X 0 A SRR TR W) WA IR e b |
KEPERRIG I, KOCEME G 1B, b A OK
Waar . Ngar. BEear . AT, @F . B
WL Arl]. AT, . . KoT. Kbk,
@EE. HI. &%, ik, @F®. P, K
. M5, @M%, KE . KB, Ak, Rk
VAL, BRI, MGy 12 . 5 aifi il
BABTTIRIF AR L H, RIT IR & KT B
I7 1 BB 05 A Ay b o S5 A I A 1 T DT I AR A I
PRAEAR , XF iy TC. TG. iK% B i 45 1 (low
density lipoprotein, LDL-C). &N 1 54 it (alanine
transaminase, ALT) 47 W& HREARVERT, X I35
BEEIREA (high density lipoprotein, HDL-C) .
JFCTAE . JH/MCT Wi BA B iy s e
1.3 JALIBESTiE

B2y & S A AN TN T S e LN Y 7N
KRR A FEAGAL, BHER N E T ORI R ) . F
B RRIh E) . IRAT CHS LA ) o PHES SR (A2
45), RHTUAHEA T RS NAFLD 3£ 49 4], Xt
PR SR T O oK R 2R e, By 48 1RYT
JG . IRITALRARCR N 91.80%, WY TR R4
[ 76.00% , LR A 20 Hh 035 B E Bl RAE IR |
JHE I RE K MR B0 o v B A5 E B (R
WRE . RN R, 2o 3 8O ) it AT /U 3
LIRS BB ZA YT NASH AL 42 61, 5 1R
Z W NR MBI BT T MO IR, IRy 34N,
ST, IRITHARCE R 95.2%, W& TR
HRZH 1Y) 80.6% ,  FLIAYT ZHXT Ifi 1598 2% R &% R4kt
TEBCA W ks, U\ ORI & L
Wb 7 38 3 ARG IR TR M B D AR A LS R R UK
W, BCERE RAT . BRARMAR K g
RE, BBV RS TR
1.4 JfLESHTE

W RS AE I B 100 (91 T AT 1 i 07 I A
AL 50, o LA ZH AT F B PG 3 T 6 W
1.5 mL 7R RS 2 = LR E R CEL ), A2 Al
SORLIRIR A, 1 30 XFRREH 25 7 D IRLPE 3%
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A, a3 H . fadindr)a ., WA ATIIRE
25 M L s BRI R R B B R R BT 4R B
(homeostasis model assessment for insulin resistance,
HOMA-IR) ¥ W i R R, CT{E L7 H AL TXF
HREH . PR SRR R B (B 5], R
o NPt S ke R S KR IR
FIAR s A0 I T 0By AOIR B B 156 I8 JOBIR
W A M T BT O BRI 4
AR R B VRSN, WO =B, R A 1 A
0.5 mL)VAYT PR BL RIS EAR W AT, 5 804l 11 il
PLPESR A (BRI 200 mg, & H 3UOMIRUE . IR
LA E, BTSRRI TR s, 5
XM R, ZRAZITFE X (P<0.05). ]
AR A A RIS PE NG W AT RO FERINA T R F ik
225 WA TR TR A BB 2 156 5 5 AL T P2 T R (R
XFaT . Ay, 2=H. FE. =P RhFE0
R, 5L i 22 4 5t T Tt JIEL I 4 06 o AORS
M S5 NIRRT LB BOR S R RCR
T TR R
1.5 BREETE

AR AR AR I & W IR YT
AP HENR W, SRR 2R, 1R
AREN9L18%, XA RA N 83.33%, #/m
B R AR A T A B F3G 7 vl DA 2 kg R
KEPERR D I B IR B A . BRI ieE. RZ
SRR B PR L2 OB B U R AR R AR
Wi, 5l B o R S BEXT b, S ERYT 2
ARG H RAE N T MREIRIER T o
(tumor necrosis factor—a, TNF-o) X H C [ v 25 F
(hypersensitive c—reactive protein, hs— CRP) /K F1y
TR, SRR N ARG . A I
AL B (superoxide dismutase, SOD) 7K ¥ [ ol
24, AN 8 (malondialdehyde, MDA)FEHRET Xt
HRZH o BRI SR FHH R G456 46 U I HNR YT
REWI I, S 0S M EENRH . HoORSH .. 1k
FAAMTT AN IR, IRIT AR RN 62%, A
RN 88%, BN : RIS 567 AT L]
G SRARSEER TR IR A TG T PR A
PERRIDTI, S AR TS 5 T B iR 4 A
WL LA R 93.8% W] 2 RT3 IR 41H) 75.0%
ZRRW], HUW RS IREIRIT . AR5
A1 7 AT TR YT AR TORS 14 e W T AR 2

FLAELE SR B O GBS BT L AR AT TR 7 ARl
KRR, BRG] AL ML
B, ECEERON . B L SR BT . X AR
A HBTHEARAMTT R, A7 2 H o IRITAA SR
} 95.0% B . i T X4 R 2 19 80.0% , 2 HiRITY SR
ALT, 556 i (AST) . &5 & WEF% K (GGT) |
TG. TC ¢ HOMA-IR ¥JFEA%, HIARYTT 4 REAR/EH
PETXT IR, 25348 R B R GRS BTE A 7T
RITARTORG MR AR D5 Y 8 U, I HLRE A% 08T
Uig, FEKTG. TC MBS R APiias. Firz"
R B SLIA BB YR 97 AR TR M AR 1D
L ai k48 STt . B9 R, R A
HRCR R 90.11% , B & T X% B4 19 54.95% ,
2 HIREA RUFER TG K, 4R HI/URR
16 A5 fit B XB I7 AR AS PR AR 105 I B — 2 9T
B, HEMESAT, mAHE T
1.6 $tAA%E
THEAERMSRATT TR T2 (5
. . AL BHRR . EEH L A
S, AR R [ A 26 A A B T ) B A 2y
(K PE15g, HET6g, ER10g, WEARI0g, X
KHE20g, HM20g, X[ 15g, EH15g,
FERL 15 @) Y7 AE RS M AR 105 I3k 37 48], X e 24
BEML LT A IRIGYT, &IRI7 IR 4 A %L
FH94.6% , W TR HRZH 1) 84.8% . AR A
G T i I B -8 N U LN ) N 5 N
G L T BT AT 2 R AT SN R I B S S T AL R 24
(K% 20¢g, 4580, &5, L. ARSI S &K
15g, MRk, R+, AN . KRELEEES
10 ) VRITAETRG MR D L 48 f51], XHHRZH L5 T2
WML 2 TR, LRI 6 H o RIT 4l
B RN 89.58% fm T X BRAH 1Y 72.92% , RIT )R
2 A EEBERRSY 2 ALT . AST. TG. TC/KF-3
BB REAL, FIRITAUR TR, ZRA 5t
B (P<0.05), [ARMAEPRH LIRS
VAT R N BRI NAFLD, Horp A 2H 73 Bl %
WUZ A HE LR (U OR AR . K. BB .
k. =BAzc. & =BG APl FElgs (5
E15g, 15, Efit15g, KIS g,
Ml 9g, IRE10g, FiE8g, JE& 15, KM
15g, AAR12g, %Z10g, HA10g, 112520 g,
WAY15 e, WHNE15g, 586, B 7240
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15 )2 7 3 2k (Fz R D) BRA A L A R BR
CZH 70 BIR FH A AVAEFERR 7, 09T R Hm A 41
ARFER90.4%, W THR24, 3HIBIT A
DK SRR, A TR BT B4l 4l

2 4t &697 NAFLD 89U B 4%
2.1 ERFAERE RS
2. 1.1 A% BB A4 4% 4 (SREBPs ) K-

I AR AE Ji I I /D BRUBSE 780 R R A I R A AR
i BN B R N (endoplasmic reticulum stress,
ERS) 7E NAFLD Hf i g B4R I, [ B 7 2 K
SV S2: ERS A A 5 A iR ICRR i e ] ™, i
[ B 38 1 oAk 45 A 45 1 (sterol regulatory element—
binging proteins, SREBPs) J& [i] [N R e
I —Fp S dg iR, RN LSRR, 1
VR A 105 A0 B A A AR AR s ) S AR R R —A
HEWP YT, S5AEEENR. Hh =84
S, MTTAEAS ARG BT, JF A g 1 A 1
I, FUH SREBPs Rk AEIH W k38 K R4 216
A5 RVER N R RAFEF AL RR I, IR EIG
J7 NAFLD HI1EH] .

AAAEE SD K RUBEHL /> A 4L . =Xt
A E R o e 0 E N o o - 2 W K o el
(B 12 2, 255 F 50 B BT 4% 40 iE 41 21
SREBPs—1c 5& K 5 8 1 6 3k 7K1 W W AIK T Bg X
PR, HoHEF o B A 4 T o R A AR T Sy A
o UL EE IS AR XRG4 A 17 TR R
HA RIS ER, HAEHLS A 68 T
SPEBPs—1lc B2 5 FRIE . s B, 4
7 M 5 A 15 25 LA T F U B U 4 2 % Mk 4 40
JEIRE RS SN T Wistar KR40 H, BEHL > M IE R
XFHRZL  BIRUZ (NAFLD) . S HRZR 4 R4, U
LR 8 A (LR AT B IRk B H 4
F oL THUAYT) . G5 EoR: S HLRZHK
BV I 5 X MR R MR 2 f 3 ALT. AST. TG,
TC FIJFHZI TG, TCAKF-W WAL, HFIEAR D5
AP AR E AR B, X3 2k 4 SREBP-1
() e TR AR AL B sk b o A U 3 X R R
REHFMNAFLD K EEABGEH, HALHIAT
R SR AR A, il R, S SREBP-1
FIRA Ko TRBAEE 1 LB B AR X NAFLD K B
PRSI N A A A AR S A R A A3
(ERpS7) M54, A5 2598 A HU BT RERS A R

il ERpS7 1Y 2635 , Mr3% NAFLD K SUIFAIE P4 S5 ) 17
., MM SREBP-1 1k, e lg B,
2.1.2 A% PPAR-«

ot S Ak W Tl A 18 BE W) T A6 32 AR (peroxisome
porliferator—activated receptor, PPAR)Jg& Il FdAZ 321K
R, e —JS R BRSO A% e SR T
TR A BEM A A . S R EUR . RIAE
RN AR KA EE R T, HRiEHA
3RS, PPARa. PPARy. PPAR(3)™, PPAR-«
A I JOE R P-4 JB% 3z 25 , mT LASE A 98 49 T
YRR . Afk . AR, FRILDL R FEiE 2
AN ER T SR CRIE I IR XS i J5 9 1F AR, HT
PPAR-«a 7E NAFLD MLt i 35 K [ & & 9k
S PPARYy S5 i 15 40 A o0 AL RN 48 i S0 ) =
BRI, S 5IEIRN AR N8B s
AR ik, HA LR A B0 1 5 %
HEHTAVEHI,

KR SR HL BTG B 4R X NAFLD K
L PPAR-a (15200, R FH /&1 B 1Rl R} 37 NAFLD £
R, ZE AT RO = =FA%E . KO
BB AR IR T R BRI m . AFsE R, Wl
BF SRR TR B AT LY NAFLD K BRUR S 4l
Z1PPAR-«, HEKAEHBIRCR A BAL T 5 —35)7
FB o MRS R R X AR P A
KBS FRACE AR, 25 SRR . 2R Xl
TR 1 I T PP ASE A R BRIt g 48 A LA — 58 1 el 3
YER, RRUS A bR AT IE TG . B8 5 R 75 A
(fatty acid synthase, FAS) % &, YE T IR AR 5 A
A, HALE AT B85 H 2 5 PPAR Gl P 19 A 5C
A AR AR T U HRER IR T NASH AR AL
FELATARER e . S . RURHXIRYT 8, 45 5%
R FNRLIRYT R R U2 PPAR—y mRNA
MR FRAHEE, b, HIG7 A UL AT A8
L34 NASH K EUIFIE PPARy B 23R4 56
2.2 HERTREREE
2.2.1 TFiANF-kB# &k

¥ H¥Kappa B(nuclear factor—kappa B, NF-kB)
2 ) FE PR G SR R, R I Y R M I
VAN = AR QN 1 T B R =il R
FHE, J 18 ¥4 S PRI G A AR A o OFF a1
fir. AT, A X NASH K BLIKK/IKB/NF-kB 15
Sl TR TR R, 5 RN, AT
FCHR LR AT i i 0 1 IKK/TKB/NF- kB {5 53 % 1Y
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WAk, W RERFSRR BT SOV, WK
A G Mk R F S IR kAT A, AT BH
NASH W, KB iG NASH f1E T . o kide
SEDOGST R T S A O A TR P B T AR AR KRR
JIF NF-«B 235 X AT DI RE 2, 25580 . fgf
AT 7T AT A PR PR A T K B NF-kB 3R
KL, BCEREBNDIGE, WRIGEHAE T i g
NAFLD KEUE =8 . FRE. =B/, Bihd
BT R Y R BRm R B D6, X RS 1 IR
HA—E REATER LSS, A HAE LS
Al RS EAE AT DAJE AT BR AR, RIS T LA 98 AR
HAUTLR4 . NF-kB WL, WRERAEXNT NAFLD (1)
FALEED
2.2.2 KEMAXERT

“TWRATHR 2F U B AT NAFLD A AR & Sk L
Hil, Hodp cTATE T B R AR T
AATE BRGS0 40 e 0 X1
Bt 2, FECTAREAERMERN" AR
% (interleukin, IL)-8. TL.—6. TNF-a Z& R 1L 40 it
7K SR AL« AT AU R
N2 B ERFRATE ) 1L-6 76 NAFLD JE i A in i i
WERIRRRIRAE . JHE R HEHT (insulin resistance ) FI R
PE N RS TNF-o X750 iR 5 Z A
EEPVER . IL-18 4y F 2 Ay Hij 48 P S0 241 A A
TS5 RYER N, AT bk L 20 i) 3% 58 Fn 43
1k, BN A A5

B SN E TS MYk COR v FEFE)IR
J7 NAFLD KR, SR FHFEREIC. KiohrOisis
I n] Sg E FR AR R P 1L-6 . 1L-18 FI TNF-« [#)
i, MR NAFLD KR RAER N, KE)G
JPROR o BHAREE G 7 A R X EPARS E  175 JHT
KEAIARTTAEH SR E RS, 258 k8, o
o7 ML 2% BE W% T =5 BR Bk 2 (adiponectin) 7 2 11 PR
TNF-o (98 &, BCE AU MERE, FRC
KEUALTE TC. TG, ALT. AST/KF, HEW A7
2R3 3 520 1L 7 ADP % TNF-a 25 & % NAFLD 774
—EMTHER . 1858 B AR E R R
15 R BRI 75 B P 4L TL-18 152, 45 R 4R
Hon] B i AR 2 S M3 11.-18, BT 24K
o U e 50 R) 488 40 4 FE 38 DR DD RE 17T S B X
ARG 7 IR BRATRT T E o BRIGEHRAG 5
HLEFET I = B R = BRSO R A M
5 F R BRI R A TR I s i, 255147, &

FEYT AT LAREARAE RS 1B 7 IR BUALT . AST,
TC. TG, IL-6. IL-18 Ffl TNF-a [J/KF-, 7EHFI)
RE S A2 R PR T3 R AFEH
2.3 BEATEERERE

98 2 (leptin) Z2AEH T F i —FigxE, A
SRR AT o AR B AR, REAE A A H
Hl e, A 0 18 5 53 A B A g D G i
VR IR T B R, I HLBE S W R,
YERRCR B . 98 R R e UERR D5 70 . Ik g 1
BT, BRI Z NG D5 Ll U iR o W i Z2
Py 5 AP C R e B — R M A
PRLF, 2 1 ) RPN AR TR R A 105 T i AR 9
Fo NRIBEZE AT LUV e A0 RS 1 i 1 e 2 A J 0
S8/ 1| D e R AN B wi 3 = R = e
fift, A RAE R Fre A, X R R U B
A —E R,

T 75 M S V3 o WA AV S G T A 1 g
JHABE 280 K BRI 5 9% 25 BRI R s, DA
FIRAIEIT B W R FBL . 25 1480, D
FA R Z AT e, R RS 8 2R KRB R 2
BB REAR, LI A I 2R A A 2 B S T
A IR R ] DL S A I3 98 R K K T v LT
JEBE R K TR RIA T NAFLD YRR, 14 H 25
WFF AR RS HENR I IR U R | IRIR R 1
R, 5N, SRR gy, REFADE RS
i, TG, TCHREYBERM, IBRRSTERET
=, AST. ALT W2 NFE, FFLHZUR 2R 40k
et ypoE x| LT N R D Ve 29 XS] 1 i
XA A P B 17 A3 K BRI rh o R IR R
(IR (BEAILA M IE R AL . MERIAL | 5 35 4 4l JOf
Mg, 4410 5), 455848En, Jlim T
AR LAt 45 2H 98 Z KR R, I3 R I 2R AT D
FEAIS , U I R £ 15 I F8 4053 3 R AT I ¥ o 20K
o, BRI KR BVAYT NAFLD BI7EH .
2.4 MERDEHRR

NAFLD 1) “ZWATHE” Kwmplsl, BESR
HHLE FEOFAERS TR, Bk A i R v () 56
— AT Hd . B, RS R HPURE 2 OCHE AR
o S R WA R X T AR A 1 I
K EUFIELH 256 5 25 C—Jun Z B0 1 (INK11F
538 PR AR AR A 4B NAFLD R L
i, SEERFEH, S Lo R RS TR W A A
SPAEH, HAEHIALE AT BE5 R AR INK 19 35 A KL
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P INK A BERR Ak, JFaE— 2L 3L Ser307 7 44
PIBERR L, MM R 5 RARPUA G, My M
Jig 25 4 7R 1 4 (vetinol binding protein4, RBP4) & i
5 ZALBORE A S0 i B2 A -, H
SREUFNEER A, A0 . REER A
Z, RIS A, FENAFLD /) & 4 1 i
RN NI AR YE 23 WHIDOE(SIE - 5ifE31)i it )
JFDIBETE br S RBP4 {52, 38 2k A 4 0 = e
R R ST, R, BErdS
FERIZH A R4S, TC. TG. AST. ALT 1 RBP4 /KF
PIE TR, FHZUNRRNIEAS W, i W
FIRE/Z RBP4 Y TR, ELAZREAR T R AGHT, Wl
D RE 7 RE R HEAR , DTN ek i Dhfig . % sk de
SRR S R R WA AT Ca g7 O | BT oy d il
[ I I RBP4 B2, K 90 191 S E BEAL 4> A iR TT
20 45 1) Ko X BB ZH 45 1), X BRZH 25 T 30 3% % MR,
BIT A TR A GRS, RT3
A, BJGIRITHALT, AST. TC. TG. Ifii## . I
RS R . RS RIBFEE. 7F RBP4 & 5 4]
WONRE, RTXIRA . RUTHR ARG /A,
A3 i BRGNS RBP4 5 &, T o808 g 1 ik
P, IKBNEIF NAFLD ffEH

3 ik

WATIR A A TR . 280K . S .. &
I IILRE 55 55 UL 1) & 2 & JE 55 NAFLD 25 U1 AH ¢
VY EEIRYT LR A S KT &, TP ERIRIT
RPN EE, AR, XTEHAYT NAFLD
MR EE S Z, HNABBEEE, AMUZIE
RIFTE, B 2B TE RIGIT ML, AT
254 B A BRI R T A R TAE SRl T
1BY7 NAFLD MIBLHI AT KZ B Se s “ k4T
SFULETE, MN—UATH R BES FZ AP, B 2k
I FUL AR I . RIER N, HEH A —
AP BAS B Rk, #RE NS S0 I Y IR T
L, BTG ATFIE R AEDE R, BHAE M FREAL . TR
& o AR SERF TR A — SN . DG ABFIE Y
NAFLD 555 161 %> 95 BRI B AN, S8 e ot Jor
F IR B AR AR I, {H27E NAFLD f e
o, T B RIA YT MR AR TR YRR D A . AR
W R I P R Ak B A S &0, 2l g i T
KRR R E . QAR BIREAR R /b, Hub
ZHls, XTI WEE, IGREHIF A %

R, BRZRHE. UG RS R 5T B = KT R
WMEE, HEkZ BRI RIEIRIT AN . Q3R
K2R i e TRk R S A, 511 PR S5 i B
WA WA, B, RSSO TR IR
BT IR R AT 2 i % 5%, X LA L]
B, BATHE LLS PG RIS Ao rh 75 5™
WL, R AR AT R T B A RGBT
NAFLD £t A 1 picHis, s G T ik

S 3k
[1] RINELLA M E. Nonalcoholic fatty liver disease: a systematic
review[J]. JAMA, 2015, 313(22): 2263-2273.
(2] WEIR, Werm, BeE, 85 ARSI 0wl T
RFsEii R[], INAEEZY, 2020, 60(31): 89-92.
[3] TAKAHASHI Y, SUGIMOTO K, INUI H, et al. Current phar-
macological therapies for nonalcoholic fatty liver disease /nonalco-
holic steatohepatitis[ J ]. World Journal of Gastroenterology, 2015,
21(13): 3777-3785.
(4] BXSCEE, TRmTEE. AR HER R T IR e[l ].
MEEE, 2015, 35(8): 1820-1822.
[5] #ius, PRioy. 1l e A PHARZ B 7 IR I AR o () ). fa
BEHE SEEALE, 2013, 8(3): 222-224.
(6] Z=3H, XUBr#e, Jrdx, 5. MIZEVS MGy A G e s b 45 7
A0 4 1 DR 7 TS 0 i R B 5T (D). AR R 2 Rk
2016, 31(11): 4871-4875.
(7] AL, kRoR, meidm, 5. Aerai A A0 0y S miliny e
TR RS M g Tk BF 9 - BE LG IR ST (0], ok A &
2020, 40(2): 129-134.
(8] 2RWLZZ, 24T, AK7CHEHAYT ARV AR W 7 35O ¢ KXot
JEFIE CTAE Y52 w0 (], b B2 25 324l . 2018, 41(2):
56-59.
(9] 20k, Wactls, Wharer, 5. SUNMBIHRZIRY T ARPIRG TR
0 P S A I R A5 (U ). AR PE R 45 5 IS 24 7, 2019, 29
(6): 550-551.
[10] #msae, #ahah, BESC, % /UBURLR ARk
TR ARG YRR 7 Pk B 22 s AR5 [0 ). BUAR PP R 45 45 2%
&, 2017, 26(3): 272-274.

(1] akde, RWIE, BREE, 5. SXOLiEghe JRmAs 1L s Wi T g
S RAPIAsEm)]. EKESE, 2012, 41(33): 3481-3482.

[12] BAECAY, ers, VFWF, 5. SRS W BOAY 7 B
ARG HERRIRTLT ). HARPEEZ), 2016, 36(4): 419-421.

[13] 810K, BRK. %38 IR G /ORLTE SR T AR L s I
JPROWER )] WAL EE2G RS, 2016, 18(5): 96-98.

[14] FEEH, N, XI5 . SRz RS B O RiGR 7R
TR R 5 F ORI JLER 760 s RATF 52 [0 ). )1 B, 2019,
37(12): 93-95.

[15] BRZL, JAAREE, 2R, IR A BODeA B Ol S AR A
i T T B S A B S B A IR F sl [0 ). 5ty v I
2y, 2018, 37(9): 28-29.



$3 4 PR, AR BHRIGTT AR YENR IV AT RO 733

[16] BRI . £ <00 M B HCS I 50Uk A7 AR R AR s
P RONEELT ). ThERIGIRISE , 2014, 6(16): 35-37.

[17] sk4, gkt Bk B ORI 2R 1 20 F B0 R
K PR BG 07 FB9I7 80 0], AR B3, 2012, 33(14): 2179-
2181.

(18] FLALLR, JH/NA, XUME &, &% B UWHIBA T AL TT IR
7 A EORE VG 07 I 40 B RUER [T ). Wit B, 2016, 38
(4): 534-537.

[19] FIREE . H-oUU Hlk A il HEE 107 ARG P 105 ST 7 380ouL 8¢
[J]. b#EEE2y, 2018, 39(8): 29-31.

[20] WA, BOUNA, BElfl, 4. CFRAZET BRE TR
AR R R B s I A e R LS [T ]. PR 2 4R, 2019, 18
(1): 38-42.

[21] B, TRAehs, B, U ARG A i LB h 23R Y7
JEPG RGP AR 7 R Y RO S [0 ). IDPE i, 2019, 35(4):
36-37.

[22] [AIMEsE, F8E, 55 S ERER G 25307 AR PR R I 1
SRS RONEE T ], R 2RaE, 2020, 39(2): 173-178.

[23] LEBEAUPIN C, VALLEE D, HAZARIY, et al. Endoplasmic
reticulum stress signalling and the pathogenesis of non—alcoholic
fatty liver disease[ J]. J Hepatol, 2018, 69(4): 927-947.

[24] JA H K, HYO J L, WON K, et al. Endoplasmic reticulum
stress in hepatic stellate cells promotes liver fibrosis via PERK~
mediated degradation of HNRNPA1 and up-regulation of SMAD2
[J]. Gastroenterology, 2016, 150(1): 181-193.

[25] WANG H, KOURIG, WOLLHEIM C B. ER stress and SREBP-
1 activation are implicated in beta— cell glucolipotoxicity [J]. J
Cell Sci, 2005, 118(17): 3905-3915.

[26] fEHtE, BHME, JKHE, 5. GLP-1 F AR R PERS I T K
Fl SOCS-3 I SREBP-lc 19 3 34 [J]. v [ 95 2 2E B 2% 55
2016, 32(7): 1312-1316.

[27] A8, 259K, FEROMR, 4. Er R SO IRTR MR B
JHFR BRI EH AR R 1 e PR 2 & s - 1e n s [) . B o
3%, 2017, 42(4): 308-314.

(28] JEIWE¥y, Wk, GEBKRE. oA X AR RS P A s P S K
L SREBP-1 £k s [J]. thE P £ 2E, 2011, 20(6):
902-908.

[29] K%k, REROMR, MU, 4. s B AR M e I R A R B
TR AR SR A3 R [ ], DO R (B2
i), 2016, 47(2): 208-213.

[30] SONGTAO YU, JANARDANK, REDDY. Transcription coactivators
for peroxisome proliferator— activated receptors [J]. BBA— Mol
Cell Biol L, 2007, 1771(8): 936-951.

[31] NAKAMURA M T, YUDELL B E, LOOR J J. Regulation of
energy metabolism by long— chain fatty acids [J]. Prog Lipid
Res, 2014, 53: 124-144.

[32] Z=%, R, ZEmenp, . ARRS Pk s /D BUIF 4120
PPARa Al UCP-2 A [J]. HEAILTAE, 2013, 29(9):
1313-1315.

[33] MORAN-SALVADORE, LOPEZ-PARRAM, GARCIA-ALONSO

V, et al. Role for PPARy in obesity—induced hepatic sreatosis as
deter—mined by hepatocyte—and macrophage conditional knock—
outs[J]. FASEB J, 2011, 25(8): 2538-2550.

(34] 5KF, REAUbk, MR, 5. dATFIBCA IR s AR P iR
0 A R Bt S A 0 e A 18 SR B80S 2 R o R LA I R
S IEAMEE )] EIATFSE, 2015, 40(5): 345-351.

[35] WS, T, Ao, FCONHRER o JE RS P 6 5 AR 28 K R
Jig A B AdipoR2-PPARa—CPT1a {5 5 1 i mRNA 357K
s L) ], R AR, 2018, 38(10): 1989-1993.

[36] ZEWEA, ATAE, BR225, 4. R AR RS MR s
JH & K B PPARy JZ Visfatin 63K 52 [J]. Wi w2 2% s
2015, 50(8): 562-563.

[37] EWERF, HEPLI. NF-kB 5 RAEA CE AT 1], [ B BER
HIRREIE, 2008, 28(4): 315-318.

[38] JIREF, Ridge, &M, 45, JLT IKK/AKB/NF-«B {558 8%
AR IR YT ARG PE R U5V AT A o pL o L0 ] vh

, 2020, 40(1): 59-66.

[(39] Hate, WM, AN, 5% dEr s O IR R AR i

TR U NF-B 235 MDA A2 [ ) ). H A2 A0 Ak

A, 2014, 22(23): 3440-3444.

(40] BRIEHK, JEBURR, $HE, 5. dogr xR v ag s e K
FUFTLR4, NF-«BZIEAEM )], m oy BERIR 254, 2014,
34(11): 1584-1588.

[41] FRPIE, A RS I A e AP RS RS i R T R ).
PR 24 E, 2008, 28(4): 315-317.

[42] DOWMAN J K, TOMLINSON J W, NEWSOME P N. Pathogenesis
of non—alcoholic fatty liver disease [J]. QIM, 2010, 103(2):
71-83.

(43] MW s, &L % MR 75 5 19 NAFLD K BURE Y 1M i 1L-6.
TNF-o 5578 F [T ], FREERI R4, 2011, 36(1): 31-
34,

(44] T, BOWH, F80, 5. ARTFDREVERR DM B3 i A
NFE-18. FANK-8. MREIRIEH T—o KA I AR R S
[J]. 2R S, 2009, 26(3): 18-20.

(45] BPHE, BOERFS, WA, S5 LTS Iy xR g
JHR A G A PR F TL-6. TL-18. TNF-o (2R [J]. thAerh
PE2h2aE, 2018, 33(4): 1631-1633.

(46] MK, HUMEDS , WERLL. o R ORS M AR D7 R B
YRIT AR R Ay LI E (). Wiy Bk, 2017, 52
(12): 875-876.

(47] TF7, 2Bb5, RW0WN, 5. B ET X SRR M S I SR B 7
FIFHLA AR -18 152 m [J]. £HRIWF5E, 2013, 38(3):
208-213.

(48] BRIEHK, JHAUHR, WHE, 5. B ghxt B v ag i oK B
AR AN S A R 7 B F IR0 [ 1], FEPREERL K424, 2014,
39(8): 1119-1123.

(49] MREEINE, BXEE, SR, AF. O R A0 A A R 1R
[J]. PEZEZREZ:, 2007, 16(10): 1346-1349.

[50] REXh, FEOW, FEMUR . A [m)FR EE AR MR 0 -5 1
K NNRWEZIRKP B LB T ] e A O R 2 e 2

B OE D

o



734

P2 AR

2022 4F55 39 %

[51]

i, 2018, 17(5): 98-99.

TG, B2, 2BFhL, 5. SO A T e T
BRI BRI 5 8 R IR BE R A g (D], b AR P B 2k
2012, 31(2): 128-129.

I, moRH, BOWTE, AF . A AR X AREDRG M AR D R R
JHF L AdiSZIm[T]. Bedirhs, 2011, 32(9): 1260-1263.
MORE, BUPHE, SR, SR UGSV IO AR ARG PR AT A
KRR LRFER M m )] R EZ, 2018, 13(4):
949-953.

[55] SCHINA M, KOSKINAS J, TINIAKOS D, et al. Circulat—ing

and liver tissue levels of retinol binding protein 4 in nonalcoholic

fatty liver disease[J |. Hepatol Res, 2009, 39: 972-978.

[56] “RENWH, FIEIL, B, 4. AEHUAEERE RN TR

I V75 PR B W2 B B 4 B R ne i s [ ). & d A 5T
2012, 37(2): 99-103.

W aEAE, IR, BRME. FERICS o O AR R M A
JH L TE R B 2 G 2 11 4 BB 5y RARP sz ma [T ], SE v e
2y, 2013, 29(8): 620-622.

(541 F4E, XU . oA IRER X AR P I T BURT 1 2H 24 fpe
5 2 INK1 {5 5 38 3% 0 38 95 [0 ], b 50 i BR 2 R o 4l
2013, 36(10): 692-695.

[THE%4E. A&

(MR EHRFEER) EREE

O MR EEZyR2f2idR) (ISSN 1007-3213/CN44-1425/R) &) REHFIT E . NP EZRE LA
B2 R, ENAMATFRAT. AT EBHEAZ O] T2 80075 T E 2R IIT] . RCCSE T ERZ 2 AR A
(A) . SO0 (201110 « IR BEXCON T, Se/as E NN AT B R R G AWRENGR, I Z UGk
FK. B EBRARTS AT

ARAPNKIGK . #5#  BHF TAEERIEER SR 6, 20700, 20 B E B 25 44524 B LA AT |
Bl PN A ARACE RIS RNIG PRI 480, EEARAMEA . PEHSHRTT . P EIGRISE . bR
SR B Sgds . P2 PG RRIRMIY . rZI I . REEAELR . TP EIEETTSY . ERIIE . BERS
BRSBTS R B 22T 5 . AP 20194 HCh H 1), F4EH 20 HBAR, BRJMA&4T, BRERS: H
P 46-275, ES A BM7077, REEHEN 20.00 6, Gl . 7T B XN AR IR AR K 232455, MR
BEZG R I ARET25 %, W% : 5100065 HELIE: 020-39354129; HLT-HEAH : gzzyxb@gzuem.edu.cn; FEFGE M . hip:/
xb.zyxy.com.cno WGHHFR ! YGBTT !

PRI BEsR . (D RFZORSI A . FORLE S . SRR . kRl SIMGH . S G T8H, SCEEHM
0, EIRIEW . S8 SRS, AERTETEII TP SCeRR, BrheaiE | 1R SaE i EE i (s 4 . 1
WL ARGy . . BURRE) BRI GBI & E-mail) o (2) RN A EH TAE RN 4% LLIE R F PoRbl I A
S AR IREIAR TR RIBUS 34 H AR R RS PR BE A, o] AR A A Ak ), e
AHER, VI —Reik. K6 MR SEERR, I8Pl GRIE CGEERGE), AR HAH SO
FBRER R AT OB S, I, FL KRB MBS, #hmsli i1 5 % &, IR BEREES Bk, 1E&
NEESE CEMERGE), RN AL, 51 RGO DL 228 SOkl RS TR 2R W Ak . X e s Y
R A RIRY R OBGE SO 9%, I IER SR & SR HBE R, MEESE QRSCEERD) HRRFEEEATI L%,
PR SCN A ESE, SCHTH L, R fE T 5 SR Chy o7 RS, Fm e T OOBRUE 2R BRI 20 3k
200t e () AR I R T A8 F 2 54 e Wt H iR (O e s, T VRS HERRARE T H G 45, IR Bl e
BEE. )RR HE NN Z ZEAREUGE, JFEA (hE2SARIT Otfi)) %, NEATLERMRC, K
FAERURVER AT, WBRUBATIRTA o A TG BCK g8 00 PI I BCFEL TR, 8 — AN AR OGBS, VR I Ay
RS WA IR o AS PR AL 2 25 VAU FH 2 B Bt e 2%, T ST

AP EHKRZZR) HED -



