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e EERLTHY, BXhETERR ALK REAKE, BEERAFEELT 4, REUPHEBR L. X
Fa 2 . < £ U B T HE A B oA By 4 BE B, B O 5 A % M AT (alcohol-related liver disease, ALD). i % 4
EARTHRE, BFALDE NG BRELH EA, RA SR TARNFR(F# 5. FEA. I
BWR O %, 3t £ 3045 8, —RE RN FEFIR N LM/ G RAR REEHURGE AT RERT
AN FPEABM TSNS, ELAERERNES R REE, B L ARKEXR, HFNERNAF
TEERMER ST, BERERBFEANEFEIFRAETFIENT AR RET R T ONEHLE. AL

£ 17 S0 5 R [E] AN ALD BT JUSk KM K B 70 09 2 8 5 B R O, JF 47 R ALD AR AL A s 5T B B R

Kepitinl

TS AH G % (alcohol-related liver disease,
ALD) S H TP HE A6 s e A S0 ok TS i 3 ) —
RIFHEE"Y.  ALDELRERS PERS T AT (alcoholic  fatty
liver, AFL). PRGNS 142 (alcoholic steatohepati-
tis, ASH)FIFAE A6 S HOF & 0. AFLRYARHE & el iy i
SRR A2 PR CHh = BRI R SR), T ASHAHAE SR 20
MLRE W5 AR AN, A4 A B 53 495 R0 98 14 4 = v
ASHIEH RS, ok o8 - 05 Fl 48 RE B0
WER AL AL A, e ZnT BEE SN T4 B9 (hepato-
cellular cancer, HCO)HY & 4. Hiafliit, e A ALDE,
B e T, E B R A BT AT 2, R4y
JR RJRTE S L B rh ik = 2 T ALDR S EUb bR iE. &
KIEAA0 2R (2 F375 mL 13%(vol) i) 7 45 4
1L 5%(vol) M), gk — Bt (BiFE) & 58
ALDP! 8K, A 23 2B, SRR R A L, B
KA R RAIRI 12~24 g, WG INAE AL (ALD I B B
BO U™, K1, ALDJRUS BIE /KAl B4R, H

TR AR K P AT, TR S0, REARAG R, TR A B A

BT B A T RNTE 2 38 in ALD XU 8 ELAA B 1 28
UG SR IR E T RS BE O XA 15, N
REEARR O LA B IXURS: < e Il 2 v R 2 RUBE PR, {5 il
B — I BRI R s, ST L T TR
BERRAR, T HEAR B AR s D, R
ALDHIPR R EUR ML E 2 8 A, B
SRR A S0 . RS R, i
UM R T A A DL R A B T B AR A A A AL A
FEMIB. HAY, 5= A %080 ALD & i BNGY Y
S

1 ALD %9 SLAR B H G RF 5 00 36 4 9 )
oL
AERBRIL AP, ORI 2 B4R 21300 77 A BT
ST 1 22 I FLR AT LB 09, EOG A fir s
TG A A SE TR HE L. IR 3K
P RIS S BB G LS F RIS SCAE AL

SRR B4 WERTAHOCHEITG. Bl2fildf, 2023, 68: 2606-2618
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P A

UL L PR AR A ERR OB IR G, A
JH %R (alcohol use disorder, AUD)JEHE XA A
FEEH . SRIA T, PSR I B T AR 2 R
A 20164E, AUDSEIAERZ8.6% 1 B L. 7% %
PET. AUDRY B R TE A 52 (8.4%) Rl b i e AL
F(5.4%) s, i b AR DX R ) AUD SR 5 A
5™, B n e BRI FIRE LAE) . (s )
FIHE T SR N7 =E )25 1 B R A ARG 3 %k (al-
cohol per capita consumption, APC)WLAHXI#E ™. 7
7R M X AT — 2 A M XY 2 (e H 2R EREEJE P
PN FEFE ), HAPCAKCFHAR. 5 APCIKF-ITE IS
6L, A AT R (o FH i ol 1 ™ R 3 AN A 58 97 4,
FFEALYR . AR Y EBR B DI RERRAS. AT
275 T, PUERS (8 FH S BUHRE AL A0 13 5% )8 24 A A 4F (dis-
ability-adjusted life years, DALYs)7EElE fic s, HRKE
EE. hE. JEHAWAENE R, HRARE R
SERE PR KIS BHEE. RIERRMBTE .
J7 I, PR S DALY sH E % 55 (501.4), HkE
HFG(62.4). HEHI(53.0). ZEE(40.5)FIENE(38.5)".
SCEIRE R RE RGP H A AR
IR SRS AT O B AP HE DALY s /IR (B 11K 10.25).
IXEEDALY s B/ 5 APCHIAUD AT 40 A6 I EAS
JUAS B, X AT RE A Fh A A R AR 2 22 0% R 2R L]
SRS LAY, E R ZEE R, ALDRBRRM M2
VR 2 IEAR G, PR BB i i B AR R 25 1
ORI AT R AR . Y240 1k, 5 T A 4 21 e Al B
FE AR T 3Fh e L RAR 25 8 T TR ifl (< e 5 EL 1) I
S, VBRI AG WAE . BT S AL I TR T 2
B 5 HA AT O RS (A 1 M I A RN RS
NRWFAFFI L, ERZHPE T EEMbE, BUFxtALD
RS FE—EHRR SR, FEGE 2L HEE AL ANE
RAFFE AR = 28m%. I A DX ALDRRF 5T ) 2%
5 H RS, X580 xS AR A 2 B 25 TR
s ARFR.

Hh [ A S T ST AR T [ R A e A R 4R 8, X
B FILTFRAT K. H19864F LK, HEFR Y
SERBANIG RBF I e N B R [ SR B2 3£ 4 (National
Natural Science Foundation of China, NSFC){Ii 56 %¢ B )
SR JTAE Sk, NSFCHI H 8 R B & 40 A KR
WA, 1986~20174F, NSFC¥E B I AEAFoE I H B EGA
FI8587I, ¥EHhHAK36.7427C, HHALD 5 1.22%.
MIEZ T, & E 7 T ABFSE B A AR SE R 5T

4902301, Hoh 5 ALDARKE K B2 B ik470751(9.60%).
FERZHOF BT, ALDSE B &% 5 Bira AR 5%
PHI6%~20%. e A E S, ALDAIC S g
JHRIEAE S 3 be 3 % 28 [ [l 57 A9 Be (H
A, 0.97%; KFE, 1.31%; F5E, 0.88%; L, 0.91%;
B, 0.93%; PEPEF, 2.30%), KEZEBUE B 1Y% )
SRR AR TF2%.

2 ALDNAGR#E

PRI FALD B XU 2 IfE e R Y. 4 k%
H(90%~100% ) i 4 0 B TR 5 45 & ' AFL. #R1M,
HUA 10%~20% 908 4 51 B & & e FHALD.  [H
I, HABPE R T RE SR B i E R, gL RS
S5 FIEE, MOl RN EER, LSRR, S
BEM L, Lotk B ALD TR MO R >, AR
Y HALR T RS o AU R SR R . Lk
TR RIS BE T B A BRORS A5 0 1 v S 3 T e A
5. EBEANE I G I AR B 25 ) 32 SRS 1 B MR
FHMY. Ak, HAbER A P RESERG th 23 14 fin & 4 ALDFY
KB, 2 FG FE TR (viral hepatitis B). PN R 2F
PR (viral hepatitis C). wEPEMARIUELE al-
PUIEER A i = FANAETERS Y 1R D5 26 i R (non-alcoholic
steatohepatitis, NASH)'". L 214N 2 BT 46 i 25
(hepatitis B virus, HBV)FIH AT %555 (hepatitis C
virus, HCV)JEYL L) K 5 NASHAH A HCC UK. it
2P s R (A SR« SRR SRS
B-HHE N R YA R A) GIPRG — A HEA 2R AT 45
B3t g a2 ALDRY KU 345, ARk, 3
RSB H 35 INE, e R #FALD & A=
A2 RBE R, shimih, paE12~14 A i)
FIZAE>16 1) /N R LA (8~ 121k /N, HA S
KRG T 0505« SRE AR AR L 8 A KT 21 4
A AL E: T A4 /N B AT-20 B T bR 20 i sir-
tuin 1(SIRT1)EE I8 T, fedF TR 75 = 0y i i
U0 LA B LR A0 T 3t A Ay — il A
FW, PRI T REAE SR v AR —E 2R b g
TP R4 A v A T KR A B T B T
SAALVEH, X SefE T BE S HRIE B AR5 R i A Ak
N ELASIRI TR L B A 0 AR s P U AL B P P
FERE AR, WTREXTHFAE AR 45 FARIR]. BAR IR =
WHFE S T AW 1 XU A A s TR A e S A .,
(FL AR XA %) = 2 7 R A Ao P A 2 1 S 0 3k
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FIREPEAE AT A RIEL

3 ALDZPy

it LU TR, R EBARRALDI 1Y
AR X ISR P s 8 R A, e A
$5 T ALD AR B B i — 2851, 8% 7Z HF 5T ALD
() S HL TR AN IR AT 259/ 048, SR, E RISk %
A e AU ARALD R JE R ShRL. AR SCA 945
ST LEAR AL g X 0 A M TR 4 5 (D).

SRR R B C g 2 B = TR
KSR B S LR T, SRS T 1 A
HEHUNRMIEALTFASTR RO, ARG HT
Y AEAR AR M S B R Ay, PR R il Eegt vz (.
TG 4 WL 5 455 8 (Lieber-DeCarliféi 1) & fE Liebers
NIRRT TT 2 00— i 32 B B AR AR SR oA
TR BRI X AR A AR T, PR T TR
B S0 AR TRk B0 T SR AT 5T AL DR ) 32 07 AR Y.
T REASIA S W R, AR, I Hi
S ALT/K R E TR BN AR R, I
Teer Ak, R T v R UG S P TR TR 8 DO AR
FIA 25 B LIRS KT, Tsukamoto NP 1FF  —Fh ]
HT/NRAK P B N RSB (Tsukamoto-Frenchfi
), XA RE A% 7E R UE L B FR W TR A [R) I, AR
TS AR AR, 2SR RENSE S/ BT
NEREASVE . kR PESRAE RN 9 E, 75 ALTMAST/KF
BETHE, HAE—E R T RES T 2 AL AT
Wik, SR, XFFE NIRRT HARMEE R &

F1EREERER SRR

Table 1 Commonly used animal models for alcoholic liver diseases

TR WP R A, WORERITZ TR, S T
PR PR FEAR TR VR A 2R P 11 IR 22 S s AR NS A SR
W, BFFE A BGRTE A e R T o AR R SR A 5T
WBIALD™, 4 AT REMHIE R, 25
. BE. TollZIRELIAR L R BRI 5. KT IR R L
JH2F A0 N 8 25 58 FE AN 2 Fh Al M 5 R Y, 3X
Fhe AT ek 2 AT B 3 S TR
L1 LAl I I RAE I IE, B e T aas R
WG E, W IR rs LAY,
VFEWRG I 9 B A M B8, e il
— B [RIA7 AR A P SR, I AR LR AR AR 3408
RFFBLX A AT DO 7. B, BAE20134F,
] 7. DA AR5 e T RS 105 P RIS S T 2 0T 9 B FHE R 9 9
T EGao BinBIAHF & T — M EMETIRE TN A
PV A E A AL (HINTAAAREAY, N FR R Gao-Bingefi
AY). Gao-BingeB B A ETTRE: 56 VR IANT HEfR) i
FE5 d, SR JE O B SO ARG DR SRR SR 10 d, 5
EMRFEME IR, — RS TS g/kgRTERHES .
AR, HAR R G A SRR, RIS
MIEALT/K BT FFREIR A . RAELL
MR AR RO, oAb, ARy R e
TR FRAF A E K 2 8~12J8], Bl 45 T — KB 2K )
WOAGHE S, 7k Al 7 A T Sy ™ o ) S A 21 4
U RS, Gao-Binge R i 5 | it JFF 20 M 453 43
FGRIE AR LR, o] RE R R A
REWITERFR. 5 S50 M AR PR AR R TR 22, 75 i
AR R FR A 2R S . Ak, ZFRNERA

A 95 PRARAT HE
SPETRS AR M8 ALTE T8, AR AN g s v EC (S
Lieber-DeCarliti 7 LIS ALT/K SR EE TR, BRERR AR R AE, ToEr4Efk TRy R P

Tsukamoto-French#% %!

CTPATE E 2R T A
Gao-Binget#
PR TEAR P FIUH2F 4 AL A R

B K B (HFD)IN 2 URiPRs 2 1k
Y

HFEFAEAL ™ T BRI S

R TR G A JEAE

g RINFERR D AEE . IR ORI LT 4 Ak,
JEPIE F et s 48 0 B R

TEENTFAERR WIS TE . B FIIEE

IFRERGI AL« SR kAR SRFEANJAE; MTTALTARY- KR SIS A AR IRt SEARMERER
TR, TE—E AT R AT L e e R AL

S P A

FAEARIRT R R ROVE T, 5 SR il 5 R A LR
A —E R

ST TR B R i i I S 6
s [] A

AR IR L/ T X A g U, A0 D /) R
FET 3
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P A

W FRAS ALY FF & FH TR0 [R) 8 26 rids S A AN )
FEEERG PERS T TR A0 & s L. e dE R, 1k
575 AL T ALDEY & e B 5 s ™Y ife R
WF5E s, AR EALDRI G N 2. 78 Rk
JFR A, RS EIOR BN ™ AR 2 7 I P
T HFX—FE, Gao BinHIAE20154ETF R T
— R E IR IR (high-fat diet, HFD)fIl 2 U P9AE 2 IR A1,
ZIRA AR SIGRAIC, SR8 T 2R e/ A A,
RV 2 — U PN o A A 403 ) RS (R T R, X
TR, ZIRS5 o/kglliRETE B 23 & 98/ D /N R XTHFD
A, FEUNUAE B EICT A HFDIR SR /MR,
HEA AT S0%IBET K.

4 ALDZEcwHLHE

4.1 JiF4ung

R 2RI, FEIAu b, W8 L £ B S
(alcohol dehydrogenase, ADH){Ciff 21, ZEE L 4
[P i S i (aldehyde dehydrogenase, ALDH)#t—A4A 5]
R FRPIEI D). RS SO, S 8 [ (sterol regula-
tory element binding proteins, SREBPs)2&—#f45
HWFRi%E, H3 TR A: SREBPla. SREBPIcHI
SREBP2. kil Al L2 fISREBP ek, fiEdtlig
Wi Az ARG IR & BB (fatty acid synthase, FASN)FJ%%
S5, BOIAg IR A . WOt B %1 S I 0 i
SREBP2(WFRiE, il JH [ BE A pad 12 O H 3 - F 2k -3-
FF k- 1%, — A it A O L (3-hy droxy-3-methyl-glutary]-
coenzyme A reductase, HMGCR) 5% 3%, H40 H & B )
AP BiE, SunZ AP E B, -4 jtd B-arrestin2

(ARRB2) RS FF RS 175 5 09 IF 4 U SREBP 1 ¢
FASN. SREBP2HIHMGCR# ., i T HF41AMP
R 1) 35 1 18 Bl (5’ - AMP-activated protein kinase,
AMPK)# %, INEEHE SR T R 8 .
FEHE A 23 18I 20 B v s D AR T P B M8 — A% IR 4R
PEAARE R BRI 1 FR(NADH/NAD )i HL ], A
LR NG TR P-4k, NADH/NAD /K44 i n] {2 i
SIRTIRZ T 242, I JHFHE A SIRT 1 A4 23R FE 1 (1
F12). A0 HISIRT 1435 FITZh RE A 1 2 FEIRAMPKIG
P, PRSI AR A % e,

KIS T T P2 P450 2E1(cytochrome
P450 2E1, CYP2E1)fy %1k, CYP2E1E— AL gk 1 05k
RGN S, X — A T R TP (reactive oxy-
gen species, ROS)". CYP2E1if A — L6 24 (and bt
SR BRI A B, (e IEEUE Y (e Ay
FREE RT3 e Ay O] Tl e v il
Y, "I AIEAET. i X iR AR n] Re it — 24
HOFs. A, ROSHI S8 LS & H A bua,
BRI GEM A FEA R, ATESE E R
M. ROSEATREUR Tt Afk, 7= RR Bt ik =4,
n4-F2 KT 4751 (4-hydroxynonenal, 4-HNE)EE PN [
(malondialdehyde, MDA). iX FiFl{k & ##FHE 5 DNAGH
LA IE BRI SNA L H-DNATEY). ROSIEREH]
WO BRI, B 41k

WAk, ARG AT B0t S A il A 15 58 ) s 2 A4
(peroxisome proliferator-activated receptor, PPARo)R %,
PPARwE —MZIMER Z K, #hil—F515 H digliiRiz
A G . AIEE R, TS REME
Y B E U Srebf1 (4R SREBP 1 ¢) Ml Ppara( 4

—> BERNEY
— 4-HNE+RE O &
% I EBRISEH [ : JDNAJ]I]@%
3| NADPH+H*+O, NADP*+2H,0 > HSCs DSBS
L .
o CYP2E1 S
o O — 28
ﬁ ’ADH N
Vel ™~ NAD* NADH+H+|
NAD* NADH-+H* -
FFR{B {RLF4E(, e

B 1 (RUZ R ) ISR AR AR i

Figure 1 (Color online) Metabolic pathways related to alcohol™”
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Figure 2 (Color online) Pathogenesis of alcohol-related liver disease!’

iPPAR) 5% 5%, Bl E T Z RN R (AR 2 HE . 2-
ACAE DU Hh . #MABOE PN XL ORI R 14
B AL 3G R F-3(signal transducer and activator
of transcription 3, STAT3)#iG AR, BRI, 520
EATRF B AR, RS A A AT LAE S
CYP2E 13K Z 1 AL R MR R A Hi|PPARa,  BGiR iF
I 2 A0 A I R PPAR ST . RS AT LU
AMPK, MR L BEAH AR T (acetyl CoA carbox-
ylase, ACC), I3l ABROF=HE It % A2/ 1 (carnitine O-pal-
mitoyltransferase 1, CPT1), ik FFHERg B e i,
B T el AR B AT, R 235 v R U R 1) 3 53 IR
. WAl s AR W2 Re i 53t (e 105 3 i R BE T TR
ALY FiE I A0ESET, SEWEIIRI KTt
15 B SR BT RESEAR D), ARms o 21 /g 1) 40
Je B BT R , H84  s 2E 2R 1 U G 7R i 3.
(AR, IOt s i - 4H e [ W, 1 b
TETE SR AT MBS G 7 T & 75 T ek I (k02).

4.2 NFIERPELmE. 4P F-HimiRNAs
USRS AS TR SR AR AR g

2610

PR A ORI R, H R CESE, S
R TEARARFREE FAEE T ALDR & B, Sk A iR
HIFNIE RO ZE BB uE i 22 B, ALD T A B BeER S &
BRI (K12), G RIERNIE 3. RAE R A
HAUEL B
42.1 B4

I A4 2 S 22 A R AR SR e 4, 4%
2H 2% B8 IR JR 40 it (Kupffer  cells, KCs)UA M SR
K A9 PR 20 i >k R Y W 41 i (monocyte-derived
macrophages, MoMFs). KCsHliz e E A A=A
AR AT SR, R FL A S oA h (55 kS
753 18 i A ) B 2 B (lipopolysaccharide,
LPS)ifli i LPS/TollF:5Z & (toll-like receptors, TLR)4{5 5
1EIB BN HFGEKCs, JFRG = E R AE AR+, FHZH
£ MoMFs5E4E 2 JIFIE. i 1) S PRI, 54
EMATE BURIL- 185300, BRBTALDAG &Y. Mt
Ly6CRik 225, R B a4l g ] ik — 2553w
TFRE: Ly6C " FILy6CM 4™, Ly6C' ™41 B 4
RAALURS LA, M, Ly6CAMMEB 4% 4
U, ALDHI Ly6C 21 9 5 I 240 ity izt 1,



P A

TGRS RS, LyeCMi= i
F14 5 200 L T LA 78 R Ly 6C' 5 10 ) L s 4 . et PR AL
CCR2/541# 7 Cenicriviroc(CVC)IGYT, 1] LA/ Ly6C™
g A A, [0 et /50 I Fg 5 e 20 i e i)
CVCIRYTa, 129 4 PR e 3K R L g 4t i 322 47 417
i, $/R7EALD PRI CCR2 Y 1 AN S 45 2 5 Hh,
422 PR

rh PR AT AR AR P R R 2 1 R SR S A,
) RN AR F AN BRI 40%~T75%. R 2 AR 7% 138 A
F-(granulocyte colony-stimulating factor, G-CSF) &&
EFERLAIIE T A AR B R
PR MR T R KW ASH AR # MALD/N R A0 B 2R
i, HALDRY™H A B 5 I E At b 20 J i B0t A
Sl B P 0 TR 7 AR P AL D R 4
A0 I LA E FH AT R 38 2o 33 1 A 0 7 A S A T
RAE ML LEALIIEN R RO 2B, BhgE o,
TR T4 (severe alcoholic hepatitis, SAH)MHFE
JF RIS 5 X A7 A B b 40 IR, X S 4F4EfLIX
RIECDS” TR FARSE; I H, Sk
5 R P53 A 7R DL K I 78 ALT /K SF- 2 1E A1 6.
AL & S AH AR I Hh R 48 A 5T A 1 (neutro-
phil cytosolic factor 1, NCF1)3ik i 3 L, MINCF 13
P PR ANIROS = A A G HEAR 115, A0 gt
] e i B A SR A B miR-223, TR —AN R
Tt 1ETJE6, 17T R ] e b R 2 R 2 v A 2 i
JOF, T B R w25 7 T (R 3 S 2, Ak,
r R 2 3 1 R BE AN A RE B B Y, FEALDGIA
TR RN 40 T SR R rh R B DY o
PRI n] 2 f# ALD PR LPS5- S 19 4 5 R AE FF1403.
SR, FE—T5 12 1451 £ 3 I R AT 5T AR T XU EA v,
ALDEFE 90 AFET RS54 AREE. hEki g iz
T MR R R B R LR R I AN A, ks
24 L FT 43 A0 L PR TR 2R Y, IR, G-CSF
A DAMGE IE 5 I Re e MR A Y ThBe, ot
JL DS ORI A, 3 53 3k i T 40 AR 2 LAk R
BUE, ATTBE RS, SRS ALDERFE S, HA,
AT 20 Bk RS o SRR v A 40 YA T Y 3
W PEA TR A A BRSO AR 7 2
TEL L SR A BISER. Ren s NVMT T (e T 1
TR AV BE R MRREAS, 25 R, 2k
K b 2 R A1 A L P PR 40 i 9 SIRT 1/miR-2237K
V-4 [, C/EBPaff ZBEfL/KF- T, TSIRT 155k

VAL R A Sire 1 3 R B BRI E T IR I S0
MEPEIF 45 9 RE AL, $23 C/EBPal BEAL /K
T AR P Mk 4 M miR-223 F0 263K, (R #FALDEE.
I, A PRI SIRT 1-C/EBPa-miR-223 15 S 4l i fig
JE TR FN/a AT T ALDRYIG YT HE .
423 T4,

TH 2 5 ALDI &bl ALDEE IFIE &Sk
JE I CD4 FMICDS” TR B34, HALD/N
AR [ RE e, RS A AR b A A T
PLIE i B0 IR 42 2 41 fifd (antigen-presenting cells, APCs)$
SEL4CDAT TN, MTTF S RTINS, IR
IR S TR MO ZE R 15 ALD R R FEARN R BOVE . T4
il 5 ALD B E W FIE JRE  SRAEFN AL 56, $2RT40
WA AT i 38 A3 B S AE A WA E s it g, ik
MM REPECDS” TPk P 40 T 245 3 e 2m M, ot L3 v
B3 1oL 9/ 98 i FNAE SF I E P52 7 ALD H & 454 45 1E
PPN fGidn, Th 4R B 5 R 5 0 B SR
EIHEMSE. ADHRKIS SIFN-y. IL-4FL-17/0724:. 5
HRIHIL-40 7= AT E ki, mIL-17F1IFN-y
f 7 A e AR P . Th 740 fEALDRY %
e R B EAIMER. b A A Th 740 M8 B4
AT DA/ BP0, (HTh1 740 -t ] BE 20 WAL 1 742
BEIFUIE . eAh, 2B 2 E A AT L
PO TR A A A ARSI AT R, 3] B2 S E0RKS
BRI A ERYS LB e T i AL
424 BHARTH M

FI AR A5 T (natural killer T, NKT)Z0 02/ BRATAE
BRI 2 IR A, TR —A T4, HARE
ST BT i v B BRI P TAH L SZ4(T cell recep-
tor, TCR). JIFAEHR NK T 4545 1) s oz A ik,
B2 HAHRE A YU AR T, B2 0 i APCs (4N
KCs. JH-4H i FA 50k 40 i) 433 TLR BC A4 RN 20 it R
(WIL-12+ TL-4FIIFN-y) il 52 i, IEINK T4 7
S SRE AN P MR A0 M S AR R BURF L 85 3, i 1T 3
NKTZHMEAT ALDE G A P-4 VE . TRNK TR MR T4
PG, 4 B R bt X TR N T 240 B P 47 il
iR ALD' . 8K, NKTZH IS 7E AT AR,
HAE B ALDRY AL o mT BEVE FHEL L
425 HEMXIEETHR

Zh FEAH G 1H 2 T(mucosal-associated invariant T,
MAIT)Z0ME) 12 A FHEE . R Am e, EHm
Bl AEN A SRR LS. MATTZRMEIE # 5 /) B 2L rh TN A
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M % b & 2023F57H He8% H20#H

(1%, (HAE ARG LU 5, @5 5N T4
20%~50%, AL TR 92% ). — 55T i
7N, e AT RS TERE I I PR A A AL FIR A5 £k
(PKS B IR TE) B H TEFRACD4 FICD8 ™ MAITZH AR,
PEPRMATT AL 4505 A Ak 28 35 10 BT ) i 22 A
ST AN, TEAL I MATT 40 M 7E RS P SR A e 3
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The wine culture of “knowing yourself with a thousand drinks” has a long history in China. Wine is inseparable from daily
life and has a profound influence on politics, culture and the economy. The lofty rhetoric over drinks may be behind a huge
health threat: Alcohol-related liver disease (ALD). ALD is a type of liver disease caused by alcohol dependence addiction
and long-term excessive drinking. ALD includes alcoholic fatty liver (AFL), alcoholic steatohepatitis (ASH) and cirrhosis
and its complications. AFL is characterized by simple hepatocyte steatosis (accumulation of triglycerides), while ASH is
accompanied by hepatocyte steatosis with hepatocyte injury and inflammatory cells infiltration. With the improvement in
living standards, the prevalence of metabolic liver diseases in China, including ALD, is increasing, which eventually leads
to an increase in the number of cases of end-stage liver diseases (liver failure, liver cirrhosis, and liver cancer). There is a
relationship between the amount of alcohol consumed and the risk of ALD. The vast majority (90%—-100%) of chronic
heavy drinkers will develop AFL. However, only 10%—20% of chronic heavy drinkers develop advanced ALD. Therefore,
other factors may alter the course of the disease, such as genetics, environment, gender, etc. Based on the natural history of
human liver progression from simple steatodegeneration to inflammation/fibrosis, it is estimated that the incidence of
alcoholic steatohepatitis and liver fibrosis/cirrhosis will peak in China in the next 10 to 20 years. The pathogenesis of ALD
has not been fully elucidated. Although alcohol-induced hepatotoxicity, oxidative stress and lipid metabolism disorder are
key factors in its pathogenesis, a large number of studies have confirmed that immune response also promotes the
development of ALD to a large extent. Emerging evidence from preclinical and clinical studies suggests that all stages of
ALD involve novel immune mechanisms, including stages of immune response initiation, inflammatory response, and
tissue repair. The new focus of clinical trials for ALD treatment includes probiotics, antioxidants, growth factors, empirical
use of monoclonal antibodies against key inflammatory mediators, and enhanced behavioral interventions. However, up to
now, there is still a lack of effective and specific ALD treatment drugs in clinic. Over the past 30 years, some countries have
provided strong incentives for basic/clinical research, immunization, and drug discovery and development in the field of
hepatology. To discard the reputation of “liver diseases in large countries”, China has also made many efforts to launch
liver disease prevention measures nationwide, establish global partnerships, and provide guidance programs for young liver
doctors. This progress has been facilitated by the continued support of the National Natural Science Foundation of China
(NSFC), which has helped almost all research areas in hepatology in China to flourish. This article summarizes the
incidence rate of ALD and the related research funding situation in recent years in China and worldwide. In addition, this
article also reviews the research progress of pathogenesis and treatment of ALD.

alcohol-related liver disease, liver immunity, liver injury and inflammation, liver repair and regeneration
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