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CREFATVFRD BEE A Z SR IIMBL  biomedRxivilAT K ALRAFAL . ATAT NKRE AVFAFFE AL o

EREARH T iayT 68 E 1 A8 i BT LSBT 52 R

Bl i DR TR
1B EES O R, KT 300162, 2. FATIFIEIIREF L1 5 F1077 &
S50, KT 300162

[ 2] SEER AR T2 B Rt R L5 A8 AT BDET%I@EIF{@FT&EEHEET&FEJFA,
e A R R AL ~ BFREAL RATAERDE, BRTMICEBRIT A o IRRFRER,
TR H IS AR AT R 2, (B EI R - KSCJ_ETIVMI\B&%E*LZ@
ImPRITST, I8 S A T Z B & AR H G alE S I HI AR A B ~ YT AE A ~ B bt
6 K2 JR ey ARG ~ IR RIE SORE ~ VAT R R S L AR =) ~ T E I S AT
FIERFEAN A AR T RO T R s e P SRR A, W R 2 e 5@es, KRR AR T
7% ( Nonalcoholic fatty liver disease, NAFLD)ZEFN&IT/EA -

[RBE ] ZHARH Y, IR, ERLH

RS R596.3

JEVERETEARRG AT ( nonalcoholic fatty liver disease, NAFLD)/& H gt 5 F &5
TEIEYERFR ° 2020 4, EPRARITAF & K H 1 NAFLD 58 42 N A AE 5 14 AR A 14 BT
JA (metabolic dysfunction-associated fatty liver disease, MAFLD)™ - 2023 4,
moRFE &' K H I f X E 4 F ( metabolic associated steatotic liver
disease, MASLD)?, 58iE T FFIEAEREZ51% o {H NAFLD 5 MAFLD/ MASLD {576 44~
[@, MAFLD/ MASLD FENAEYE T MBS AR S A R R E o U B RS R FH NAFLD —
PR, A BB ST, B R SCH AR A FR o TR A0 20 1, BHT AL ~ @EF 2 Bb
PRIGEIEIE, NAFLD 7E 2Bk B B R BN - Har, TEMERRBCDEL
30%" o NAFLD fn = ®] 5| #& 3 /& *& ¥ B8 B5 ¥ IF & ( nonalcoholic fatty
steatohepatitis, NASH) , #H—PaJ#tE AT ~ FFREL R IFARME, E2 5010
EEHIE ~ BHEMESEEYIMER, f&kEamt .

1 NAFLD HHEE Y EFE

BRI IS EERIT NAFLD 092540, IimpR b 3= 2200 F fs 5 8 BGT) ~ ns el ~ g
2RSS, EESaTE EHEREREIERS o A LAY EAEVL XY EE A
YERTEMARRE: B ERGUAE T ~ BB afAg AR ~ HT ~ SN
JNE ~ IO ANE FRUTFR RN ST 4E 40 25167 o NAFLD FOZE AR 29 W% 2 U AR 28 1 ~ BT
MEAREFNAF AL, [RIROCEREACHS ~ IR B R IRPUAIAERE® o ok h 25 7ERE AR ~ FEIMLBE -
PLEA ~ PLAF4Eft ~ iR ~ AT ~ T ERIE TR 5B B 5 7 T RO o BIR AN, B
FHREE LS ~ GRAME - FRIERAMAN /NS A, F15HELE NAFLD BUIRYT 1 & ok
ARE SRR 10 o
2 FHEAEZIEIT NAFLD KR ERILS 5 X Ek

NAFLD 7EFEE&FEF ] HET “FHEE ~ “IB” ~ “EE" %k, RREFEEEH
JEBR ~ 57105 B S5 R R Erﬁlﬂ%‘%f@i@, BILE S, RNAEM St 2 E TR S
RERRIEM o “JREET ~ HRIE” EHEAWHREEEEEM o 15T MAMANE IR
PR R (R B ERS - RIZROREIKIE G E ) . “WRIRE, SLURAMZ -
O TFERK, Wh2w, BiZ, TEATHEZ" - EEAHY (lingguizhugan
decoction, LGZGD) % ~ HER ~ AR ~ K HEHM, AERHIN 4 3: 3: 2, &
HEIEIT BRI NIRRT F o TR E RS HIREEAK, BREE AR Z IR,
NIHE A ZRIE; HERCER, RS, BIERS, BAHRBEZ S, WEEIERK
KB SRR A A H RS HA, ’?Eﬂiﬂﬁﬁﬁﬁ&ﬁ%u?ir&ﬁbﬁ HArARIEZ
277 HREEBMR ~ BEFIEZ T -

3 LGZGD j&J7¥ NAFLD HIAH R TEFRBF 4T

IERFZ Eor, LGZGD A LLIE Z K NAFLD BRFHESIE 8 & 00 P E @R 12 [F]i)
[ A% AE B 2 NAFLD P PH BB UE & & 79 BE & & K 91 8 2L ( homeostatic model
assessment of Insulin resistance, HOMA-IR) ™ ~ 228 & )5 2h LB ~ B EE G
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( Alanine aminotransferase |, AT ) ~ & % ¥ Z B ( aspartate
aminotransferase, AST) -~ Hili =Fg (triglyceride, TG) ~ S AH[E (total
cholesterol, TC) ~ RZFAEE H KA ETRE, BIRFHELZEZEREREE, ASIEKE
PSR Y], B e R o RAE—HMRIRE T AREH (EK - 155 ~ X
g2 . BEAHRG MEAERA R - B2, LGZGD j&J7 NAFLD InARIT AU,
{B B v ASERA
4 LGZGD 557 NAFLD KW BE#L H)

4.1 HPTHIAR A AL

R A 2 NAFLD FE RS BE R 2% o LGZGD A 5 2 310 i A AR5 A6 FR B 4 i 0 A e8]
AR R FRTE T, LB A RLEF (acetyl-CoA carboxylase, ACC) ~ £
BE % R o 4 & & H -lc  ( sterol receptor element-binding
protein-1c, SREBP-1c) ~ 3-##-3-H I " Hi-CoA AR 7 ~ FRIFER & HilE (fatty
acid synthase, FASN) [® [&{% SREBP1 ~ FASN & FUR R Z & = (thyroid
hormone responsive protein, THRSP) Y%A, #I%] Thrsp/Srebpl i@, F&EHH
=Pl IR, JE I RS ER & B A A2 TG 7077 NAFLD °
4.2 T RE A

E41N6-FEiEH (N6-methyladenosine, m6A) B AV &Y Ag il 4= 5 A g B BR
R, A E T 5 MH H T 2(suppressor of cytokine signaling 2, SOCS2) &
Janus % (Janus kinases, JAK)/{§ 5 %% 5 F1 %% 5% % K+ (signal transducers and
activators of transcription, STAT) & #& iy — 1R BEFHE 5+, TR -
LGZGD w] 3 &K m6A & SOCS2 i meA H E:AL K, #imiE/> SOCS2 HIFEiA, #
76 JAK2/STAT3 JE B, #— B IBIT IR AR 5 22 1 =7 - AIKB R VR KL% 1 (AIKB
homologous analogs 1, ALKBH1) fE m6A BYEFEEE, (23 m6A BIEFEANL,
HAE m6A BT F X IEREER - Xu ) FXHFR B, LGZGD 7] B & K=
MASLD /NRBIRERRRGZE 14, AT RE &8 58 ALKBH1 /589 meA &I ~ A &F 4 1~
pleckstrin #ll Sec7 45#48% [ (pleckstrin and Sec7 domain containing 4 ,PSD4)
JABHF LR m6A HEAL LUK i PSD4 BIFiARSEHIRY o 74, LGZGD w] % 5 AH & g
SRR RAIER (R E EEE R KREF 1 ATP S S 8HE T G5~ ATP S & 8E T
G8) I &K TNF &Z&4H%K -3 (TNF receptor-associated factor-3, TRAF3)
%% % ] F kB (nuclear factor kappa-light-chain-enhancer of activated B
cells, NF-kB) -~ Toll FEAZ 1K 4 B 1EFNAH K HAUFRIAACES ) 48 m TR 28 32 i
10 W R B 5E 7R IE % 7K a ( peroxisome proliferator activated receptor
a, PPARa) FFRIAIKFR i (g 7 R [E i 43 0h ~ PR AR At 25 R AN 4 i R 7y 2 ak K
FIRTT REIART ©
4.3 PENEA M B R

IR R, Wi EEENAMANE, 258ITHEEREASRERER,
M A RE G S BT AR IG 28 1 - $E R R (LEE (glycogen phosphorylase liver
type, PYGL) fE{LBE[R 7% - ¥R &8 (glycogen synthase, GS) &R & pud 2
HHAORRERG - LGZGD FIHE5EAT PYGL FO9E M, HAMHl GS FUiETE, S EUFHE R 28 nlm
I & R, TS NAFLD KRB AO RN IR & &1 o IR B Z BT A JE A 55 N I R 1
&S EATHNAR TR o zhu M Z>5E T RNA-Seq FI&FE RAEXR B, LGZGD 45
NAFLD H7%= 7R A E R ABEIEHALEE 3 #EE AT L& 1 (phosphoinositide-3-Kinase
Regulatory Subunit 1, Pi3krl) ., Forkhead O # & A T 1(forkhead O
transcription factors 1, Foxol) . Forkhead O #: 3k A + 3(forkhead O
transcription factors 3, Foxo3)%, W45 #14e7~ LGZGD w] G838 i 520w i B Z KTl
B oA C I RE 5% 388 I8 (AN R EELES 3 18 (phosphoinositide 3-kinase, PI3K) /&AM
it B (protein kinase B, PKB, ¥R Akt) )J&J7 NAFLD °
4.4 FPTHIE RN RAE R

FACNIEFNGERE N AMAH B AR AR, 1 B3R FER 3 T FFAEAR A B ~ 48 AR5 5 A0 A A
RIEMIK R o FALR I Bl ARIFER Bl ~ PRI BERRRG SR AFAEAC, 4HRE R T
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Ba, EMMEE, #MSBFEERN, EEFAEBET o sh) LRSI RA
LGZGD FJ# sk 3 i S8 b B R 20 R 5 A AT K7 1(oxidative stress-induced
growth inhibitor 1. OSIGN1)#IZIA, AR T R RN JE R B A & B (178 %=
T2 4544 2 ~ RAS B B He Al 1 1B 25)£3A2 M FF BG4I STING/TANK
SEAWEE 1 (TANK-binding kinase 1 , TBK1) /NF-kB B/ SAORIER R, &
RETCE/NERAFIERIRERG 25, ~ SALRIBL ~ LB 7 FI e bl ik DNA BB » 74b, ImR
FFR A ENESL, FEEREEARH IR NASH ZCRIHNE, 72 NASH BEFTFIhEE - IAg
KIAEACE, FHdEEZEF E2 #HXEF 2 (nuclear factor E2-related factor 2
, Nrf2) /HEM MR (anti-oxidative response element, ARE) 155 18 H R
NS RIBRE ) PRIP Z AT AR
4.5 TR E R HAG Y

IR, B R AW 5 & MER IS 7 H s34 %2 . NAFLD A4 o
AR, W E W R RV A RN Th B 22 S RFAE AR AR 2 ~ SAE RN ~ FFAE A AL
YRR o LGZGD i@ i T s s B, 2 1 #00 AFA mP AE B BE R 3R~ P E IR
HERAV A REL™ ~ B8 Bk BB R S R R T AR AE Y ~ BB P L P E L FER T
NAFLD - Wang | ™R Eox, LGZG ARG AT HE N MASLD /)Nl i3 AR VTR (bile
acid, BA) fCHHAHRIUATE ~ B30 & B AAX £, H KA R FE o i,
BA G 43 #7485 5 ER B IR -0/ B- FRUIER KT N F%, T R SRR AT A, AT s AT
AEFNE R R E R, EFEIEEEE X %K (farnesoid X receptor, FXR)FIHMH G & H
BERZ RS - FXRITESEE 7 KRB, BE S0 H I8 EEE 7a- 52108
SREBP-1c Uik, #UE FXR A S BT 4E4A 4 K I T 15/19 A038A EE, A #ndl
5 BTHE BA A BURIAE B A2 BoRE < O RE BN BS 7a-#210EE , SR A TR AN BE VT BRI T
MM 3% MASLD ©
4.6 T EHE

B e A —F B R EFERE, B AEARANREE L REER ~ BRI
HEFFMABRYIE R ThEE - BWRTE NAFLD VR R AR HET 2 EMA M, @ W ARG -
SRR JOE RN S5 8207 NAFLD B3 & o BF5EiE7R, LGZGD vl f# 2 Bk REg 1 8 L
# 3A (protein phosphatase 1 regulatory subunit 3A, PPP1R3A) #lHWgAH %
3(autophagy related 3, ATG3)f) DNA N6- F 2R s 51 K SF B2 Tt o 30—%
BRI Eor, HPREEARHHEREMFE A XER 5 (autophagy related gene
5, ATGS)FE A& ~ &M KXEA 1 #5E 31 microtubule-associated protein 1-light
chain 3, LC3Il) /LC3I [LEBERAL A AFRREE LA, Sk B R/ IMAREBZ IR p62
FIRE TR (P<0.05, P<0.01), #R&RHEFPREHEAT A6 IS A B s S AU
BTG VR NASH o
4.7 BRI AE T

MAPE TR —F AR T, SAREREL (WA ~ BB RIS I,
ALIE G — L85 S BB S SAFAIARA TS, AR EBR RIS T 2 AR IR 1255 - MRS
H T2 2RZHE ~ (L% ~ RYERESBINARY: S ~ TP HET - £ NAFLD 1,
MR G E TR FEE, BZEFEE—ENMEEAIER o PP E IR - A2 R E H
-8 (cysteine-aspartic protease-8, Caspase-8) &/NEMATAIEIAE O, FEE
RIRFEE R T SRBEANHI B BB UIBUE EET RIETT B “MIERIE”T WE D)
BE - B A W & BUEE 45 M 4 £ & H ( Mixed lineage kinase domain like
protein, MLKL) @& —MHUTHRERETHIRIERI REE R - {&1% Caspase-8 Ali@ 1 iR
I/ IMATRE R, #TIPENT MLKL /5 0972 F ESRIE © itk LGZGD §E4#52 NAFLD 41 /@
WHEFA AR, AIgE R @i Caspase-8/pMLKL #A3E(E 5@ A1 Bel-2 #HK X &HH

( Bcl-2 associated X protein, Bax) /B 4HA@ itk B 8 2 ( B-cell lymphoma

2, Bcl-2) 4HRGJRET(E 5@ B R SLERpe o
4.8 YR S -

FeR R AEFFIR RN AT 2 B0E N MR SR B s2m, 1 Zd 2 il T 17 (Helper
T 17, Th17) fyAY T (regulating T, Treg) 4i#ES| T EE(EH - Th17/Treq F#%
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ROEMEFAE MR R R (BFESHEEEEREHEXIER)ATY - bR AM,
Th17/Treq Z [B] #F 5 76 8 17 6o % fe N AE S @ A M FI AR ARl h R 2 R BER, &
NAFLD &4 & BHHiE T EEAA G o RIAEFSHFEER, WRESEARHZIETE.
NAFLD /N RIBRESE Th17 Sk~ B4/ % (interleukin, IL) -17 B mRNA 7K
P~ Thl7/Treg # B ZEFEL(P #<0.01); 1 Treg ZHAE &5 b ~ IL-10 fJ mRNA Fik/KF1
EBEARE(PY<0.01), FRERSEARH 7 GEES VT Thl7/Treg 4HAE %% 1 1
M3 NAFLD /NSATBERR I 28 1 R A E N o RIS, 1ZA/EE A M1/M2 B E g A A AR A
BT TSR, SR ERERESEA T B R EATIE M1 2 S W52 A AR 5 [
JEIRFEIR T o A1 IL-6 B9 mRNA 7K, 350 M2 B! B R4 AH 6 R T8 L = K IR 7 B AN
IL-10 f) mRNA 7KF (P<0.01 8§ P<0.05) , /R AEFREEARH 7@ 87 NAFLD
/INER M1/M2 B B g A B AR AL P T VA 7T NAFLDE! o
5 /NgE5RE

B2, LGZGD j&J7 NAFLD FIla AT TR Y] o LGZGD i@ I ARG 4 A ~ W75 A i
R ~ PR A F DT ~ BB NSO S N ~ VRTS8 B R R E A
yg% I K 0 SR AE AN AP R T ~ T é&%ﬂ’@%&“?@iﬁﬁﬁﬁﬁﬁ o BRI, WNE Wéz
pli:}
Thrsp/Srebpl ~ SOCS2/JAK2/STAT3 ~ PI3K/Akt ~ STING/TBK1/NF-kB ~ Nrf2/ARE -
Caspase-8/pMLLKL F1 Bax/Bcl-2 &, #5315 5@ B& 7] Beil Je 2 DAL o 2L K
B A ERRXAER °

£1%F LGZGD 897 NAFLD IR A%, (B GFEENEZAL - B—, XHZHTHE
PRATEEARG, BB E R IR BIGRE N NASH,  Hofih 302 A 3 1% B #5302
NAFLD [ EAREERTEL 25—, LGZGD F2EH A Im Y VT N 25 28 NAFLD B5%,
B 431l R J SEFS 5T A 5 B RN B A BIX — 5, ANEEFRR o RELHR EEFHIE IR BAR - =
TE V9 o e i R H AR P A SRR 5 R, SRR U R B T e B 21
FARITIX LAY A B S NAFLD AT AL & e Bt B AR [l , A5 B — S IR
HHEETSLAEIEE o 5500, JT4ESE, 7F LGZGD j5J7 NAFLD fEHFLHIBF AN, EFEET
5 B B R S EAR P AE N ~ FE R L H A BB R BN £ - SR KEZW
—NEASTEE—ENK - ARG LHS - SRS, Ei B SR AR 22
REAEFANMEEBEARAS RN —MERNEEAAE, B2, KXW IHRFIZTIER
RS R IR ARMR, FE S AN FEEGE ST T ESEE K o KK E LM
BIRSMAE, BREZMESTEESERBELERHE =Y HERN, HEf LGZGD
16JT NAFLD 1E A B2t 3 L A4 g -
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