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Abstract

Non-alcoholic fatty liver disease (NAFLD) encompasses a series of liver manifestations. Starting
from hepatic steatosis, it may progress to non-alcoholic steatohepatitis (NASH), fibrosis, liver cir-
rhosis and even hepatocellular carcinoma (HCC). The incidence of NAFLD is on the rise globally.
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Although NAFLD is a disease concerning metabolic disorders, it also involves various inflammatory
processes mediated by immune cells. Various immune cells promote or inhibit liver cell inflammation
by secreting pro-inflammatory or anti-inflammatory factors to influence the progression of non-alco-
holic fatty liver disease (NAFLD). T cells, as an important part of adaptive immunity, include multi-
ple lymphocyte subsets and play a crucial role in the progression of NAFLD. We review the roles of
T lymphocyte subsets in the pathogenesis of NAFLD, expecting to provide new strategies for the
pharmaceutical intervention of non-alcoholic fatty liver disease.
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1. 518

ARSI 7 1 JEE 93 (NAF LD ) 2 75 I 53 T RS B0 At B Ak 0 11 & DR s R4 5 DA R4t R R A6 I I
DURRS MR RS 1 3 2 AR — BB 1 s, 045 MER Al )i 197 22 1% (Non-alcoholic fatty liver, NAFL)
RIEFNEWITERT 2 (NASH) . FFEF4Etl, SRR N Dhae s A0 A48 i g (HC C) el PR s BR 25
HAE[L], O AERE R EF 2 —[2], 1 HS5HER . O M BR S UM 3], BT, JEWl
REVENR T T SR AR BT 20 20%~30%, 1B N A # 12%~24%,  fil BB & 6 4546 5 4208 7 2
B, R R Z AT BIE A EHE 2], BRETRITNAS T, ) 2030 4E, TENGEEE 3 LAKER
NAFLD, SEPKAH 142N, RRHFEZEZEA 1500 /3% 2000 /3 A[4]. fERIEEZK, NASH &N
FFR A = ER K [5]. NASH A5 HCC |5 .41 HCC R A1) 10%E 34% [6], HAFAELEM P2
SRR RAH G HCC MHLL, AR Z[T]. N 7 R H A AEAbadt e . BRI 0 72 B DA K i/ e 5
RAE, BCGEIRERZEAGST . SR, B AT#AtE R T8I NASH 25906 IR[8].

H AT, NAFLD A L AR 56 4 e B, R “ 2 BT 7 Ryl 282 [2]. B ¥AN, NAFLD
(R A 06 T 4B M A G S5 AR B, B 5 R SECAE I 2 248 24 e K1 R T3 om L % g s 200 e TS P e 23 I
P& 51 S ) B 2 M SL RIS 7 AT R 7 A8 PR SORE Ik . 7EIX — R IR BRI R b, g% RS E 20
HEMEM.

JFIEE R EE N R T L —, &S 2R, T T Wk C G0 REE S OGRS So % 1 15 40 i,
FEAEPRS 11 A5 5 M 95 (NAFLD) [y A2 FIHE R FE v e 2 2 0 MR I [9]. DAL, IR ANAHSE T 40 e
NAFLD AJibLii R aIfEH, #efi%y NAFLD FIVEIT PR ZBIVHE &, NI IR HT 254 B A SR A 225 AR 40

2. EENE RS R M B & s Ll

FRIRITFUR W, NAFLD AIRMLAIRTA 2 — N BV RE . 1998 SR “ —ikH T 7 AUl i 1
7 NAFLD AR HLI[10], 55 1 AT ol Ju M i o O R R & 3R AT 58 2 AT i e B i
IR BRI AR, “ZEITH” 38 NAFLD B RALHI R AL 118 i fiA[2]. NAFLD &%
AR, ZEATEFEN SRR, ARG S Rt TR, SRR i BeFasdn . i - ARk
TR W 2H 2345 B SOAE PR IO A2 LA 4%, 2 SR 30N LA 3 30 NAFLD IR 2R RVE H AT NAFLD
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F Bt ISR R A A e A A, (BRI “ 2 HAT I MiE L RIER 22—, & NAFLD %R
BRI EZERE, AZHERY, REMIE NAFLD 1 NASH (1 B A 2 2 it 5 S 224E 2]

3. FFARRY e R R FiE B 1 e 7%

TESA R GBIE RGN, 5 EE B 20 R 2 AR TRS 1 T 107 FHF (NVAF L) 40 A A0 o 4 R A A 1) R 4 A [ 1]
7E NAFLD R 8RB B, EERIN RN IIAR M, X Segi i 2> o sl v, i C-C 27
BifAk 2 (CCL2), FEUIEH A% A0 M 734 ¥ B WA B /e FF IR FR AR 2R [12], AT 3 350K 212 28 4l i B8 1) 7=
A, B AN K 18 (L-18) ARG IRSER T o (TNF-a), SBETTIEAFAERAETE. RAEMeFditt. BT
EWRAA, NK 40 AR SR (DC) HAE 5 R % R Gt R — B 2 ik NAFLD iR

EEN R RGP, T KEYIE S 2 HEBERER, 52557 thB 40 A 5 16 40 A Sy Fi b
JE RN 3R A%, T B bk A I 6 BT e O AR (077 2R RN WA S AR TR 7 o 38 N G2 S F 4 B
& BRI TE B IE4H ML (APC) b ZEH UM A R (MHC) 201 BT 238 1 e s R 2 [13], 2 T 48
MR —(5 5, %5 5@ T IR T 41052 4k (TCR) LA & 43 L% 3 (CD3) AR LA Hi &5 & Ak
(1] TCR-CD3 5 &A1 [14]. 35 A5 5 1 APC R 3510y 1 T 40 B 11 14 AH RS2 44 AH BLAE I = A,
Hd 25 T MRS EE WIS T8 CD28, Bl LLES T gk IL-2 524k i, {2t
FR 7o i, BEMEHE T 40 R03EA0 . BAEA 0k, TCR 2 o M1 g WA K, AEERIEREEM T 40
PR AERT B R BOEAT BEALEEHE, AT RERS SR VZ (BT IR [15]. BRIk, T 40 n) DAFRIA BEA2 115K B %
JEAA L RIS A B AN R BRI TCR,  [FIBARFFCAZAN E B i 32 1 [16]

4. T KRBT EE NAFLD HEEH

T 4 2 76 20 B G2 v R A A% O FE ) — 2Rtk E A i, Sl A R THIAZ AR ) T 40 2 /4 (TCR) 5 HAth
WRELGH M X 23 FF K . HH T 20045 CDA+T 4HM0FT CD8+T 4Hff. FFIE 48 fE7E 51 Ll CDA+T ZHf A 3=,
B J5 H L CD8+T 4HM s B o B 7 AL T AR FE AN, A 307 T 400, A48 H AR 8% T(INKT) 4.
yOT ANABFNZE AN A T(MAIT)EIM . R8RS T b A A2 e R 4, (B B A 3E I e 4
FFIRRAE, HAE NAFLD A ALH] A 7R F A 230

4.1. yoT 4HPA

yOT HHABE N R I FE S R AE SV g% RN L. —J71H0, IXZR4HM0) TCR nf LTR 7I J5 4
16 40 BRI ER &5 4, BAEAERAR MR BIRTE A . 55— J7 T, poT 402X I A (REA 1A CD4
HAZKIL CD8), FLMETLT MHC 751 R Pt G O TR A VF 2 JEARBCAR[17]. 0T MR TCR R
o) R T A R R S L L 0BT 200 M B P 2 A G B SRS o T 8 I po T G O v D L o 3
BB [18], yo T 4 AU AE ML F AL T Ik EL 40 i iR 20 5 2%~10%, 17 76 FF AR AP AR T 4l A4 PR o 159%~25%
[19], yoT 2t r] BELE T A% S o 76 24 B B4 {0 . 7F NAFLD 1, p0T 20 il SR AL BT, JF3@ 45 CD4+T
Y. EI AR 17 (IL-17)R93RIE, AT 0 e 5 14 28 [20] [21]. WK EH poT 4 rE (Rt i
KA EIZCAEH[22] [23], X ELAH MAEJHIE A AR B AR T RE N NAFLD ik fg[24]. Li 55[25]7EL
BEAMRIAE Z R &5 B E RN RIS, KL poT 4 nT Beis g 158 1L-17 1530 AT fn =0
JUE A T2 2 NALFD Fdkfe . Li S5 [2618 i 0 78 i IR 1K & (HFD)%5 3 1) NAFLD /) BB AY rh po T 21 )
YERD, KB poT 4R AT IE AP oS 4 2 M 7 IL-17A [ E R 6, AT LN NAFLD fI#kfE. it
4h, 7E NAFLD /NRABAEIH[27], poT 4R A 203 IL-17 {23 BV Bt b e 46 ML 4, #5353k
{21t NAFLD #7245 ph NASH. 1E 55—/ R EE S H1[20], 90T 4lifidit CCR2. CCR5 &b R Al
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NOD2 {55 S S EFIRFATE, @it 1L-15 3¢ VEGF KA ALH 405 CDA+T i /=4 1IFN-y, MIfifeidk
NASH (IR . LLERFFER B, poT 4iA7E NAFLD /N RARA DL Kz NAFLD g AR RFE R, »oT 4ifilS5
IL-17 Z5 A7 F9A0 EAE A AT BUINEE NAFLD BERE, I H. yoT 40 FE 38 A8 05 ZE 22/ i NAFLD [f)33E g [25] .
XN AT LRI R TVEE X po T 40 0 40 M 25 1 25 P B8 AR VR 97 B R i B e /b »o T i3,
AT ZE 2% 95 1) e

4.2. CD4+T 4apa

4.2.1. CDA+T HBh4mpR

CDA+T 4 3 38 7 A= 2 it PR 8 5 oA G2 S P e 2 ORI 455, DRIt gl FR o T 4 Bh(Th) 21 i
[28]. RAEILTIRE AT = E AR T, CDA+Th At —254r v Thl, Th2 F1 Thi7 4iffd, &Fhgnir=
A REE AN IR 7 DL RS [ (0 S T . Thl AIAIE S 5 SOEAHDE, JRIE I /- e 2 4 IR 7 i 4k
Z(IFN)-y. 1IL-2. IR IER F(TNF) o IL-6+ IL-8 Al IL-18 %5155 SANMIA S A0 G BE I N o Th2 4 5 5
ISP R AR T, IL-1ray IL-4. 1L-5 A1 IL-10, @IS A BRI (Gn B 4000) 7 SRR F %
JN[29] [30]. ff Th17 ZHfE - S AR R AU A 1, 4% IL-17A. IL-22 F1 IL-23 [31]. CD4+T ZHififE
NAFLD A & B 5 2 ik A 06, IR £F 4E (AR A0 iR (HCC) o il — T0AE A JRAL /N B (A 9
RIL, CDA+T 4iH /2 NAFLD MIR A8 M it g AT 4F b i) S BLOR A (K R [24]; HAE RN BRI, W
F| CDA+T YU, FIR & BA IFNy. IL-6+ 1L-17A F1 1L-18 S5 R AN T TH . BARTE
HFD /NSRS i CDA+T 20 B AR o8 A e Ty FF g A8, AR 38 b 1 I IE S PE AN 4R AL . 3X R0
CDA+T ZHHU T RE(iE NAFLD 5 510 S fE JE it e A P AR b . A2, A 7R NAFLD /iR
UK 2 FETF A CDA+T WA MG Bt 5 2k, AT D R i R A2 [32] . BRI, AR 20EAS 5 S5 R
JR AR 2 8] A FLAE F T R B CDA+T ZH e NAFLD 3 J& 4 FH ML .

4.2.2. CD4A+TSE T 4HfE

ERERE N AR, A TTPE T 4000 (Tregs)fF A 15 CDA+T 4l 51 5%~10%[ — /N T4, LKA CD4+.
CD25+#1 FOXP3+h5ic Jy M RUAFAE, FELERR S5 52 DL AL A 15 S RS U7 THR H5 46 A o SR i /R R [33]
X e T 3 R TR R T IL-10. TGF-g Al IL-35 4% H A s 1 ThRE[34]. BSR H AT Treg 40E
NAFLD & ML A i) 2 Bk g AR A3 2078 43N0, B8 A AT @t Fn il g p s T 400 B (0 389 4 R 8
TRAERE s I BFRAS . B, 7E NAFLD sl e, FEIE Treg 41 e S B8/ & 94(32] [35]
[36]. 7E NASH H)/NRAEAIH, Treg 40 ) #62E 2 B0 NAFLD P SEAR I JEJRE DL R 66 5 2= 4890
WS INEE[35] [37], 1M Treg 4 A5 5 M e % Dk i FF AT 28 RE[38] . S et HRZHLAH LG, NAFLD &3
TEIAFIFIE Treg 4HREE 35 FRAK, NASH 835 1 FRACHR B 5 MR H[39]. Treg 40 3= 2@l 4k IL-
10 RINHFLAF4EA0AE HI[40] 0 SATM, U B 55— U FE7E /I B NASH 52 SOl 20 1 P Tregs 219 m,
FIRF ISR T eEAIa EEA4L], RS Treg AURATAEN TGF-p A%, KIEIRA4MMER[42].
4b, Treg ZHARAN Th17 42 [ B85 NASH M= EREFEEARDC, #mEE/E A NAFLD [ NASH #%74%
F—Fbr E[43]. BT I, Treg 40AEAE NASH AN [EIRBY B A XE foF 44 AR £ 40 0E L™ 5 3 1)
REMI A, XA P RSN AR SR 78 A% 0 DR R

4.3. CDS+4ApE1 T 4Apa

CD8+T 4y L2 7 il o fLEK . HURLEE AN R A0 B A 7~ (B 45 TNF-a A1 1FN-p) K AE 40 i 25 VR4
HI[44]. A NAFLD {0 54l fig 5 A2 1 2 3008 1R g 0 R AT 28 (NASH) RO R i, A BT FUE B AT JIE P9
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PESH A EETE CDS+T ZH I E G I, EBEH KAEN KIS, X P& CD8+T 48 ik 14 5 1T
1095 PR3k e AH 5 [45] . AH I, 7R (HCC) ) R i R v, CD8+T 4t i i i S 3 7= A= 4 fifd 2 4 P -1
RE ) BB PR, X ATREA B T MoRi gk 2 [46]. 4R1M, 7EM NASH %] HCC (/M id JEid i, CD8+T
YIMEOVE F MR SE A B, TR EE— DT, BhAh, NASH B3 T 4LZUH) 40 RNA Tl o B4 %
5E T K& CXCR6 +PD1 &1k CD8+T 4Hi[47]. ZWHENFHETE T Ml R d L R RIE, 7+ H 5 /M
RAERNETGEAL ()™ EAR A G . EAAVERMZ, NASH /N SR i s 21 fifg (1) #3582 5 ST I 32453 0k
#:[48].

44. BRFG T (NKT)488

NKT 4 fg(Natural killer T cell), »&—#FRFRDT T A0V AF, HAMERIEEA T 40824 (TCR), XA
NK 452k, fE2EMERPUEE, NKT 40580 5 R4 5+, GFE IFNy F1 1L-4, DURIE S D)
AE[49]. NKT 4 Hx T 4ERF G RGUTE 98 RE AN 52 P 2 (8] 1P 22 5C 2 [50]. CDAd PRI NKT 4
SNPEASTEE, B BORD 1B, FEFRRAGIEIEL, | BOAZ 8 NKT 400, BY iNKT 40, 3 2R IER R I1E
Fs i 1 BLEEZL g NKT i) HE 26 s e 1 28 NKT 4l v LA T CD8+T 41 i 1) 77 =\i i
NAFLD fgdmidk e . —J0AE JCRERR ) =i i U7 (CDAA)E FR /N A RIRE e o, R NAFLD FHE J 44 i
T INKT 400, 76 NASH H3 & IRk £ () CXCR3 + IFN-g + T-bet + IL-17A + iNKT Zif[51]. 7EME
e T R KA S ) (HFHC) /N BRUBE RS o, L2 2 T b INKT ZH MR8, 1f7 INKT 48 ik
(CD1d MiiF%) /N R AZ 2R, FESE NASH fUBERE[52]. BEAk, INKT 240 B IE /N R S AR B k-, 12
PR Z M (ALT)ZKF MK, NAFLD 353)EPF7r (NAS)BEAIS, JHE H B R s i geksl> - DL 27 4
AR IEAHE o FIHUIENE E (e-SMA). 1 Uiz J5 alpha 1 (Collal). 1 AR alpha 2 (Colla2)i) i
[52]. 11 B NKT 4 Ros e B S R M« 28 VP A iE o B s Pdl e [53]. 2R, 7
NAFLD B HE, F252 | A NKT ZH Rl 4 BoE R IR A 2, 1 10 8 NKT 48 00 15 H
NER . FES SR RBREIIIER.

45. FEMEXIEE T (MAIT)4E5E

FhEAH A4S T (Mucosal-associated invariant T cells, MAIT) 4 & —Fh i 8 1 S KWK 4R, 5
A IORE AN H B Gy B A G AR MAIT 4iHI7E NAFLD A (1) B EE A SR AR50, (H I LR B, MALT
YRR FH AT REIE AT 1L-17 IFN-g S5 28 A R (17 4E [54] [S5]FI 40 M 251 IR 1 Wik g B 28 4L
FIRE[56]. Li % ATE NAFLD k2 A MAIT i3s3, 5 NAS ¥F 2RSS, 78
NAS P55 HEE T MAIT 4iigiE B2 F£[57]. Sh4h, MAIT 40 7= A i gn i 8 7 fifs 5
P E VRGN R FEAE NAFLD 280, IXTTHEN NAFLD $EA4LH iR T7 SKuE[57]. 53— DU i fE
NAFLD AH AL 8 rhA Il 200E 3R MAIT 20 B a2 1 SR o 38 0, (RZR e e A A8 P JH 4 5 /) BB 2R
ORI MAIT 20 =5 1708 BRI A1 4R A0 35 A I A AL AR 3R, 10 MAIT 20 sk fea /s SRR A
P /I[58], 2 AR A Bk, FEHE— PR R 7 EAE NAFLD ANEE M B &4 T
HITEH o

5. &I A%

2024 4£ 3 A 14 H, FEEAEHZY N H(U.S. Food and Drug Administration, FDA)LHE T 43k & ANA
I7 AETERS PR AR T PRI 2 (NASH) 245 Rezdiffra. 52— Fhit 0 I 0 HOAR IR ER 244 -p 1k BB,
Rezdiffra (%24~ resmetirom) sk b FH T 0L o B 2 B FFLF 4L ) NASH HE38 . HSRHE I SR o 2
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MAESTRO-NASH R4:[59], 7EiX Il % f OB RIS 5, Rezdiffra 7EI6 7 A 235 4 440 1
NASH 3% Tor it BT 22 VG 2. 1% 7 Madrigal #1251 Rezdiffra 2 #F, Akero Therapeutics 23
(1) efruxifermin (FIAR AKR-001)7E ¥R 77 RIS 2 RE B AS AH 0 i 5 M A 28 (MASH) (BLRTFR A NASH) T 21
JFF AR Ak (1 RIS, PRI T R 47 1 e A PR 28

ZEE] T 4ifA/E NAFLD AImpLET R 52ma, R T 4 i $E 1) 2590 v] 62 TF ROBT a7 5 i —
ANHEE T ) o LTS TESE AL T AR R I 1 S5 4E . TCR (5546 5. T 400 43 WA 28 M40 B IR 7
FEFEVE T 20 MR A7 TS AU IG5 . BAX A AT T 41315 CCR2 F1 CCR5, {2y CCR2 fl CCR5 X #H
P Cenicriviroc (CVC) AT AR & ATTE AT 193230, FFH C& BoR PRSI NASH /NG R £ 4k
[60]-[62], #Rifi, 7E—Ti% A AURORA 1) 111 #. i, BENL. WE .« 25D BRARES rh H R B 2 IR
ITR[8] IR AT M AT BRJE A, CVC B AE FH AR 32 7R A 5 I A ML IR, (FR] R H T FEF O s 11 B2 2 1k,
WA LE LA AN PR (R AT AR S50 42 55 5 I 2% 1A ELVE 3 3508 — BHLT Jo ek B3R AR 176 97 208 . A
e R RIS 5 SRR, TSI AR b 1 ROPE R B E ARG PRARSS R 0L, 1X W] RE 5 B A A0 A A4 A B2
RELZE R 2R TR E R AR R R SRR . HRRMERY, RAkEE CVC T
09T ME LS NASH (4 25z il . A Rt S % NASH, CVC ] b5 Ho Al BN T 40 ffg 55 45 1 25 W Bk
HAEA63], @i Z A EER, SRR TRAN R — AL, RERITRIR. £ NASH R M)
HCC 1, R4 CCL2/CCR2 X fu i 4t il F AT XU A Y, w) SR ) i s 1 41701 48 il (MDSCs) BA & CD4+Th1,
CD8+T Al (3= 1E[64], 1EIEARRTHF 7 QAL , CCR2 FEt7)  BELb it 3 35 i 5 4 A5 1) e 2 431
FH36 0 CD8+T 4if, H SRR fr AR R Bt A N IS 7E HCC AR B H 58 A 5. 25 (1 B g 2% [65] [66]
CCR2 FEUFFT R 1 el ya S AR 558 v 11 G 328 S0 P 467, 755 CD8+T 240 i i 8 B 1 by R #2789 e 2 2K
1M1 -5 2 hn AR JE G T T R A 8 2 e 335 58 00 o R S e YR T R A T AR . AN i, B ATUHE R AR
FEAT AT IR R AU FE B B, FLAE ARG IR IR GG o i) e A e A ROk DL I AR A F 2607 RS A Fyadt
— R E . Vedolizumab £ N —F 4L adB7 H0AAR, CHEHEHE R TR T 285 14 i (1BD), F nT BH T CDA+T
A5 0 I8 M ik 3R A PR B 3 1-1 (MADCAM-L) S5 &, A #ld CDA+T A BUm 54, I
R NASH A5 A ob () BT I R ALEF 4E 4K [67] . T MAJCAM-1 Hi 44t & HE IR PR 128 56 [ BL [68]
Vedolizumab 7E NASH 877 I R IR IS 45 R Wos t — @ i 71, (Bl T H s Iet & 24t 1BD, 7E
JSLFH T NASH B ] B8 75 22 25 F2 I AR S5 1 1) A 08 IR AE 0T 25 97 RO 22 AR sg el o, JHR IO 1)
G AL 5 B AEAE 22 5, 2WAE HFIE rF 10 20 A « A DA K 5 U 551 4 490 AR SEL e e 728 200 100 A A
FHRTREAS R T 718 , 1% AT A BR H1) HAE NASH YA 77 H )12 L o A /IR BE B ML AR AR ARV [69], CXCL10
Wi e A NAFLD 3 & i S BE IR . BT CXCLL0 FiiA Rems sl b g i 25 AR ¢ P AR, M if FE 67 AR
5 PR JFF 98 R/ FF4F 44k . CXCR3 £y CXCL10 M FIVESZ A4, 75N NAFLD 41 ZUR1AR s 14 T 26 A5 A
A2 CXCR3 ik 3. {H CXCR3 J:F bR/ NRAEZ R ) G EA A Bk 5 M. XK
TELL CXCL10 AR i yayT v, 75 B B e It I 2531 [70]« AR AL =&, CXCL10 25 T HiE
RAE G LA TR, (A5 CXCR3 S5AH G A7 £ S A A TLAE I 4%, %o Hodk A7 T Tl n] g 51 K —
RYVEB RN EIRRRIG T, 75T = R 291t BRERTEDH] CXCL10 M R AL LT 4k
VERI IR, 3k G 5P AR DGRl 7 W 28 1 S B A AR I e . T 4l 4 WA 1) TNF-a B R 2451 1t
TNF-o 23570 F FE FE A9 R AN PG LG0T TNF-a BT FIERITE NASH #5835 55 7 H 980E N4 4R AL A2
MIRRAR[71] [72]0 (HIXLEHT TNF-o ZJPIAFAEREAE SR BRI, 151 40 3 mT B 52 ma LA 124 1) S R 1 Thie,
1 R G PR 1 0 Bt G AR A RS FEIRIR L A, 7 ™ A e B, AU 23R8 97 ek
R o
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g5 BRIk, BER T QUARAVAYT J7VETE NAFLD 1 NASH 697 8T8 R L — AT 5, (B B AT &Fhia
7 SR P THT R A AN FIRE L APkl o MIEAARIE 7 B SR v i R L B AL AR - 7 BER AR FE 29 B
B, T893 JERTRE I A 2 A EAT R B, A b im AR ke, DUAC 2450558, DLSE IRIE 1R (1 R BR 1
MTSEBLEE 2248 . WG RUR, L IE RN AR R NAFLD A1 NASH 16 206797 7B .

6. MNEERE

AR N D T R e MM 2 R i, LB R IEAE B, IR SREUE RS, (2 E AT
ZiWiayT FEBOA IR . R H AT Ay AR 1 R e AR SR S, H e R I SR A ) s
FAELERE . 7E NASH A, W0l 7 e KIS aiia 4 . BRATZRR 1 AN RIS T 40 A dan o] 42 3 i o
NAFLD [t JE, SRR G ia )T A BE AR RIS 0. teAl, BT NAFLD 2 —Fi Jostfl . ARHIFIR SR
SN R E Z50%, BATIIRERZ S s NAFLD BmHL] rPosk Sz A8 4 liR,  H AT RE s
PN NAFLD (Il PR ATAE AL SRR =, K b i R RR 1) T e i S Aty e T o (0¥ 7 E s v 77, BHLAS T
WRLE AT K -

SE
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