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Abstract

As a vital organ of the human body, the liver is crucial for physiological functions yet vulnerable to
damage from various factors. Currently, the high incidence of liver injury imposes a significant bur-
den on global health. This paper aims to review its pathological mechanisms and nutritional interven-
tion strategies. Through a comprehensive analysis of relevant research, it elaborates on pathological
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mechanisms such as cell death pathways, the responses and regulation of inflammation and oxida-
tive stress. It also introduces major types of liver injury like viral hepatitis and alcoholic liver dis-
ease, along with their causative factors, as well as intervention strategies, including nutritional sta-
tus assessment, formulation of personalized nutrition plans, and supplementation of special nutri-
ents and bioactive substances. Clinically, methods such as subjective global assessment and anthro-
pometric measurement can be used to evaluate nutritional status. Tailoring personalized nutrition
plans for different patients and supplementing special nutrients and bioactive substances can sig-
nificantly improve nutrition, alleviate liver injury, and regulate the gut microbiota. Rational nutri-
tional intervention is of great significance for liver injury patients. In the future, in-depth research
should be conducted on specific mechanisms and precise applications to better prevent and treat
related diseases.
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1. By

JHERE R AR KISE A8, /e VF 2 AR B R R G BEAR A, R E TR AR AT Syl
AARFE[1] [2]o FFAER IR AR BREE M AN IO REXS T4 FF AR (e 2 ¢ HEL[3]. SAT, FFAER 52 B 2 FhR &
WGy, kS R ARSI, SRR . AR AR AT 2 D S R A g I A . &
PR 00530 5 A IR, AR B MR R A, W] B, WA TH I 2 £F
YEAL S8 9 B SR [4] o JHEA0R A5 72 4 R Bl A 2008 28 458 v » AN TR0 DR 32 S50 I A0 473 ZE A [ 4 X O3 A A AE 22 5
PEiRIE, ML HER, FRAK LA, BONEBERIE TR A F B R K 2 — . AR¥E 4R fid
T H %4, 1£ 2010 4FiEid 200 5 ANFE TR HG 228 JFHREA0 A s 26 A B ER I, 29 5 BRI 3L
ToNE 4% RAEEHAPURFAY CETT R, Bl TG EK. AAARB A 7 RS 72 )
SRR R, AR GBI N[5, MBS RIRIE, FRE AT AR R AR
P, WERLH 3MCNERITHE, Rl OB 2995 (Hepatitis B Virus, HBV)FH A L i % 7 2 (Hep-
atitis C Virus, HCV)&4x. FHafifh. FHE . JEREPE AR i 99 (Nonalcoholic Fatty Liver Disease, NAFLD).
TP K £ 9 (Alcoholic Liver Disease, ALD)FIZj# P 455 (Drug-Induced Liver Injury, DILI), XX} E )
F AR RN RS AH[6] . IR SR IR R BN, A B T R A R B, AT R &
PR TT J7 SR LB R FE Al & RS IR T TR NE RE 0% 5 L0 (8 8 FRR L, R I A4
B R 5 HEAE, itmEE AR R, CEE LA EEIERE L.

2. FFRAERRIENL S
2.1. ARRFETIRE

AN, BRI T AR AR SRR A AR D AR R OB A . e, AR T R
T 2% HR2 2 A% RIS KA At T Ae,  DUBRGA T/MAJRAE, S0l 0% DR & B 5] 4 i st
TI[7], RVZ RSN HICBERFE . & A4 R T B TS BR 2 B4, (H e P 20 B g T 2

Tk
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InE R, FHASHERIE S S FA 8], ASEMER T2 — M2 IR sE -7 2, TR B R IRSEM
PATCRIRAE, A R 05 i) BB AE T —, FERUEIFAR T . AR 1 g i A0 A0 88 S5 0
B RAEAFE O] AR T2 — A HT R BLI R RAE P PE AL TR, AR T SR R R
DI H S E R, YaioE, ARAs T RGN A 2 M P SR R Z9MVERT B . B B R R
B B EEAEA[10]-[12]. BHULFT I, dHARAE TR AR N R R —

2.2. RIAER KN REFIE

PERE SN A A5 4 1) EE S B R o FF 05 15 RE R R IR, E 51 5 2 Pl A0 5 R R e i A
T SR SR L = AR A5 5 AR AR 2 (DAMPs), T SRR 2R 45 A, BIE B, 51 R 980
SR, UnflE 2 B (Lipolyaccharide, LPS) s TLRA/M #35k K7 xB (NF-xB) {5 Z @ 2%, 51 &K S PEF 445 [13]
Kupffer 4 %5 G 40 g IS, BEBUM B RSE N F-a (TNF-a) FIA0HE A 3R-6 (IL-6) %5 RIER T, it—25
BRJENSRE S N2 [14]
2.3. MR EEE

RIE A AR, AR ARUNERINE B, 57 KREE A (ROS). 4 ROS A it
Z BPUAA BT R G ThRERSS N, R AR R, SRS ELL . SRR DNA 3 45, ol
RIFARAA[15] o adis, FkT R PE 2 B iE i BRSSO T CYP2EL [RIA, X 4 RE 7 S0 15
BARERY1ER[16]. H 5K (Sicyos angulatus)fi E it b5t A B R A0 AL N, - AT kst
SRR [17].

3. s T EMARABRER
3.1 fREMERTR

FFH 495 2 A 595 35 1 AT 4% (Viral Hepatitis, VH)« JERSVERTR  AETERS PERE G AT . 259V 4534% <
F £ 2 JHF% (Autoimmune Liver Disease, AILD). A, a4 /& t 22 R 405 25 51 #1045 499%
FEAFE F AT 4899 55 (Hepatitis A Virus, HAV). ZBURF 2098 AT 28 a5 T 24T 28973 25 (Hepatitis
D Virus, HDV) A1 BT % 95 75 (Hepatitis E Virus, HEV). J5% 2 YT AMLE , AU SIELR M N & i B sk
FRARAS, B2 OE S SN, R S R A RS 1 S SR, W CD4 + T i, CD8 + T 4fiffl. HAA
ATAMINK) S, HAETERRFE RN S B AN . B UM 725 2 a4 i
T2, AR B (HSC) #BE WU A e A i, LK &G Fl 7 i Al R Ah 5 (ECM), S EUIF A 4L
AL . 4h, WdEa FEBEER S RAEMA G A . AHIGTE 5 V8 T 204, 150 H I 4 e A2 X
[6:[18] [19]-

3.2. EFEMERT=

TR PE I BRI K ST 51 K, o AN SR i T A8 PE BB REAL . R 55 — RARE . FLAR IR ML
2%, R AR R e A K ROS (Wb, b Sk ) 2 B R A0 P (0 SO S, b i e R 4
MRS LR, BABLRIAAR, T4 P (ER) N B AT & Thiae, 51 R WM N3, JEim S BUF8i45[20] .
IR, S 21N E EE Y, SR P R (W1 LPS)EN TRk, s Kupffer 41 =5 A 28 RE I
JBEo YIRS 2 s AT E R D RE, BWRD)RERRS o REUREAR R, NE AR ARYE[21]. A, RS EITR
SAEBE AT T IEEE T AETTRIBIE T AR N Z st T . Bz, ISR R
TINLEIT SRR R R R RAE S B AIMIAET S 2 D5 THT o IX SRR FAE R, e e A
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Ha i A8 VE ) BT ARG B 2 T 9 & RE[22]
3.3. IEEFSEREAhRTR

AR P 17 FFF 05 2 A R0 e 1) E B IR, R AR R G AEAE TR I . FLR 55 A SR i Tl
5 A5 14 3 E VRS 4 IS 7 FFF 48 (Nonalcoholic Steatohepatitis, NASH) 2% — 2 1 B, 7™ = I 7] 33 J@ 9 &1
Hefb . BFREAL AT 23] HARRHLHIE 4, LR EASL A FE AT 40 b =B H L FE R R, SET IS
iR . ERA A BT A R B A R RAVEAR, SR RIE, FEURE S FHCHURIE B DT B AK THer, d
mrEA e, SURRERTEARERE, SAE. SR EHCE DU RS = ik &2 T
AW ThRe, INtR NAFLD B JE . 15 =G S EBURWI /- A3 n, Ui 25 AR 0 R e NI IR 22, (IR 2R
IRINRERERS, SAALPIEINESR, B CEGRIEANE. DL IE A IR I R S B R, 7R
BB EDR AT ZHE(LPS), FEmIE R, LPS HEATHEINE NAFLD. H4h, SALR BRI E %
JE(E S 2N E NAFLD [24]. Kt, NAFLD fIARHUEE — MR 4L RE, ¥ & 2R R R E
1EH .

3.4. THIERTIRG

ZPPERTAG A R — b S5 SR NP R 25 W0 AR 5C B AT B PEE R g i, ARK — #8029 = S BUIT
Bi0[25]. FARIFLE] T 24 BRI 05 « e A AR 53 05 A0 [R) B2 453005 = b A o ELRR 4o 07 ehox FHF A R
AWLEREN S5, R0 AR S 252 B e, BARTHYE. Blnxt ZBa 2 my e i
B P EU™ SR TR AT I (0 R o R A R I3 DU A2 vh T 24 W T2 A A 7 2 S o
R, HS5EARSMIEN S ST RMEY, MEWIE AR, #iE CDA+E CD8+ T 41/, 51K fuik
SL o AR FIIASE D 2 W) 2 5 25 AU (1L, 11 AH) B (i M) RIERIL, 29 N it B 1) &
LR A A 5 RO R A, SRR AR A M 2P AT IR O A 2 o TR AT B 0 M T 25 B, TR 254
A B B HTRE P BRSPS 2 s R SR T 2 S L, S ] JHF AR I3 i e A 3 45 £ [ 26]

3.5. BB %REYH®

H S e Ve 2 — 2 R S e D R Rt 5 RS AR 0, B0 46 B B S PRI 98 (AIH) < T R PR 4
JHA % (PBC). Jil R PEAR AL A 25 (PSC) A 19G4 AH A1k 14 IH A 78 (19G4-SC) [11]. HH %S A4
M 5]k, WTEUFAMR .. SO0 FFEmALr4ith, B S @MW ESUFRmhLe 2 4. Wik -,
HLA JER 5 AIH BRI TIA G, AR HLA AL RIFE AIH-1 A1 AIH-2 A E, HAS550E R
FPEEERTUEA G, B RS, SRR A TS B & RSNYE T 40, 2590T 51 R e R4
ML B e I N A T, 2 P e A s 5 DhRe k4, a0, CD4+T 4ijfd. CD8+ T 4.
B 4 MR AN AE, SR MMM 148 3L, i & iy FRE R, SEUHAI0. ok, R
fEfEMS S5 A, ZREILEEHSBUFARIS . RIE. ol mmar4iib[27].

4, EFFERE

RTINS RARNSGEE R LELR, AT TIRAHERERTN . T AEE SR 5350
BT IR E TR, A IEARUE KL, IR Jy, Il B, (RIS E 5EA, AT
TERAERS, WEATIE AT, XHEe B A G R S AR R B AR A[28]. & WLHE 78 T RS 158
FRRSTEAM . MEEFRRIGE . R E 7R R A YEY R A 78 25 .
4.1, BFREITH

HSHE SRS PR e R B AR e T AR B IR, B e M E R E R T IO R, S GE
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005 B BTG« FRARSFBOE AR R R i A SC s A . S TR oAl TR A AR G4 £
WA AL (SGA) . ANRIIE . VST (BIA). ESRIRA IS

T ATV E VA (SCA) L VEAN ) i) S RSN R FAR M . DIREIRS SARSEAR, & Sk
A PPMIENT . WIATEDLRUKE . BOKSE, REFHEEFRRA D ARYE . PREEFRARMERLEFRAR=
NE . HAARERER R AR, BERE H IR, R AT AL R S TR O T 3R —
EZ, BRI LR 2 [29]. AL fabn il s IR IS ek s A s S EH A s e
B ATEEA DU 24 NSRS MIRRSER FUICF BRI S e B A B 2 AT R
FIEIRE, A S AR S AT HE & B REATE FRARDLE BN [30] . AR E 4R b B AR L AR L5 5 (BMI).
BRI =Sk R R A, Sl I R bR S R A E L B AR S R A T E TR
BL3L] e 1ZTT ik DUk AR BTG, W A TR A0, (B0 T4 BRI J Kk e RE A i
M ELE R AT RESZ R0, HERATE . AR P (BIA)YE LI B AT IR ER T, 04 SR ZA
K REWIMLA S &, ATRAE E TR0, AT 4 B WUA S SRR br . CERTHREAL MTFRS 1 i 28 5
PG B2 [29]

4.2. MELEFIHRIBIE

ANVEACE FR TR e R R AR RS . M) MR RIS SRR, AR RS A&
W VBT A BT, i S S NI B TERI, DA 2 R 1S R 7 3K [32] o S0 AN R FFF 45 47 163 ik
IFAEE FRTI, AT EEE BFHNE TR, SESRHUAR SR S, TR iaTT BOR -

EE XS B AR E SR R E ) 2, HRBCR RIF. fERFB MR T, RETPEA g IR
B, AT B DR RWYE TR EE, RekFhNETR, Wil ey DR s, JHE
HANASCHE R IEIR (BCAAS) . S RAEAE RN . ARG, BHIKEHNE TR, MRS ARG A
HEFHEA, BYJRNAE TP AVE TR, G RGE 1 EEE IR, FARAR GBS WOLE S JF K
KEFIRAEZR, PemBE R Thas, (2 7 FFIE A AR [29]. (ERFEL R R, R ARSE N 77 1
Rt s, BENL A 2 41, WREG4H 39 ], XTI 38 i, EITPRAL B E IR, IKIEER . WIES
HilE BT . EEER G AR, REUZ DR R & O RS MEE -1, 2R R IR
I 4995 N Z 77(89.7%, 35/39) Al AR A% (92.3%, 36/39) f) i3t A it A1t - Xt i £ (65.8%, 25/38; 63.2%, 24/38),
I X ZE AT 6 2H T P I 6 o 26 00 391 N 52.61% 411 28.2%, T v &% 25 243 551 N 15.8%H11 7.7%,
G T BRFETORGL, IR IR RORE, BRI AR TE R I IE K A AF I R [33] . fE ST R R T, ARG AR
Nl FE 72 XS T A 2002 SR IFAG B E EFRROLE XS, THEIEREACH R, W = KE R L,
HHAM =R E. THUG, B E TP R, FFD)ReRaaTAURE AU 15 21 2 3 G5 [34] . LRI,
ANVEAGTE TR o & PR # — 5 I B AR

4.3. FHREFRMFEYRZ T

SCEER R (BCAAS) B AL . Aot BRI, W s A PRl BB R, fERFR 8
Frh B (S TR S AN A ORI IR SE4RIE, BTSRRI 78 BCAAS WA AR IR 14 i
U7 P 98 (NASH) 7J~ Bt D FFF U g 177 236 1 R 453475 e 3o 45 /) Bt MR 0 2= JIEL 6L ¥ 75 I U7 (CDHIF) P £ )
NASH #%, Il BCAAs it F#AR LI 4 2 MR e 2 AN T H i = BR AT, g8 R A . LA FA AL 2
BCAAs il I 7 & 5 B (FAS) i PR FIE AR [T, AU P A A ] e A g 2 L o e 55 B, 3 W] RE TS
LRI TN RE[35] . ALK BCAAs W IH I 2 A4 (Ry AR o 52510, — 7T, BCAAs RElk/ ek
W o, B il AR TR 51— J7 T, L Re PR E M5 5 2 Wl 45 & 5 1 (LBP) 3Rk, ] LBP-
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TLR4-STAT3 3@ HIE[36], AL IIIRTT H 40k 7B s 5 T I .

i AR B — N G R Y, AT I TE R, CCE E B IR, e R R IR
NIRRT 2ERE SR o 2t 2B TG A8 — PSR N AR TE AL IR B 21 4, mI ot o 20 T 1) AR R BT
AR, W5 I 1 o-D-1,3-%1 b RPP-2 B e A= yoit, HAedkai A Y AM =
P9 #1Jz6 WA, W IHIE WA AT AR B TR . e iR 2 08, IRITBRANFGAE NG 07 BR S AU =4, Y
I AR SE T 3 AR (PPAR), S5 I oA, S8l iE e ThRe, dEmscs m iR i 815 S 1/
U0 JOAE . BB A e W MR AR, SSaG ARRRS P AR I FHm [37] . i B8 0 VPR 12 452477 2
BEGEE, FFFRRM, TV R £ 4 W7 38 5 186 in v 2 M 40U T 1 (Bacteroides acidifaciens) (1 = B Sk k21>
JHA A7, [ A 3 e i O 15 2 e H R & B R SR A SO A7, 1 T S RS M 0 [38] . S AT
SCERHRGE, —HIXUICRT @ S P IE WA, A R, A F RG], s iE w AT
T 0 M B RE A 3 (SL) AN e B4 o FRUM P AL, W B BT S e A M 35 R e 1) 54
FA[39]-

Z AR TR (PUFAS), T 6k T)% % (Eicosapentaenoic Acid, EPA)F1 —+ % 7N R (Docosahex-
aenoic Acid, DHA), #i:& n-3 ZAMAMENIR, BAIR . PUra M s rEN . adiiE, 854
n-3 Z2 MBI TR ) f jh PT PR ERAE K RIS FLIR A IR Z SR A B (ALT) A, IR UL RN &5
B INRERERS, BOTVE N TE T MEGEEE A0 A RO 1[40 RIS, & & DHA I ARmE 22 2 iR (DHA-Enriched
Phosphatidylserine, DHA-PC), .5 H ¥#7¥:f Ui ¥ DHA-PC @it EABENERE D &k, UraEs kR HAE A5 AR
AR PR SOOI SRE 19 i T8 AP S5 07 TR DO RE T 32 2 5QTE . BFFL K30 DHA-PS Wl i1y
Jr - JFh, RPN e 5 S /N BT R B G E R, RIS E VR IT I E[41].

5. REERE

AT AR R e, R R FORERNLRI R 2%, W RAMAET IR AR . JORE S B S B
SELZANTT I, XU I, IEREIE R HE R o 32 E R R AR R AT 28 RS AT 55
%ﬁ?ﬂ%ﬁfl%o§%¥ﬁﬁﬁhﬁmxii,ﬁﬁ%%%&ﬁﬁ,mﬁiﬁé@ﬁﬁ\AWME
HI TR E IR, M HE MEACE TR, RN SRR IR . i AR AR R S TR A A
Ve, WA RS B FRIRGL S DR I RS £ AN % Tl B

JEERK, EMBNLEIOETE L, it — 2D W AL 8] 52 AR P AR 2%, RS HEIR T SR AL
R BIFTHUTM, BIOTAERHESIKIVERE TR, WHRRE R RIBRENTET R [N, HRRER
TS24, L. IRIGITSFRCE B P RN, Gl 2 AR S R O B e T B AR, 4R T
B IR R AN T ROR .
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