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Abstract

Non alcoholic fatty liver disease (NAFLD) is a clinicopathological syndrome with complex etiology.
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In recent years, its incidence rate has been rising. The etiology of this disease is complex and closely
related to insulin resistance and genetic susceptibility. At present, there are theories such as the
“second strike theory” and the “multiple strike theory” regarding the pathogenesis of non-alcoholic
fatty liver disease. The liver, as an immune organ in the body, plays an important role in immune
regulation. Relevant studies have shown that lymphocytes play a certain role in the progression of
NAFLD disease. This article reviews the impact of various lymphocytes on the progression of NAFLD
disease, in order to provide theoretical support for the early identification and treatment of NAFLD
patients.
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1. 5|

ARG A T 77 e P95 (NAARL D) A2 18 B3 T AR Atk BA 5 P JHF 5 56 DR R AR BT, DASRIE M JFF 40 Bl Rt
JE W28 S 2 BERFAE (I R BR L A AE, A4 A HE JETERS 14 B W 28 (NAFL) =B RS 4 A o v B 6
(NASH). JETPRE 14 i 1 M I 28 (NASH) RT3k e 9 AL 4 0 (HCC) [1]o eAh, ARTEDRG P4 AR s 14
A SRR AE, 6 5 0IhEEARE[2]. FAE[3]. KRBT K [4]. 2 BUBERE[5]. AR L) BERERS
[6]55 Z P AFAEAR CME . H AT, ARG YENR I M99 (NAFLD) &3k i 26 298 25% [7], 9 NAFLD
TN 39.6% [8], TEHE, BEAE AAMIA RAGE IR0 Bt , ARk A8 5 1455 (NAFLD) g £ 2%
Tk F) 29.81% [9], 7EGANEREEZE b ETHE 90% [10], FLC A IR E 85— KMk Fm . kg lE ik
PR AT AEAR, |z T2 2850 A Bz Wi . H i AH SR SR B B S e AT 2 [11] T B kL 4m i
A SRR B, LR DL CD19+B ik 40 [ W K B 9 i3 o kAR, CDA+/CD8+EIESE 5 HIV
[12]. FLARIE[13]. 2P RH ZE ML [ 141 S R TEE R . TS B UIAE . 28 Tbk ES 40 o] VR A 1%
JE v B sg e, H AT AL A R Tl SE 0 R T, KA I R 5% R L BT RS PR AT RO R =
2. JEERR1EBE Bt AT R Y & R L
2.1 ZXRITHFR

KT AT 07 I AL, RT R ASBIRA, BURATIAR “ RIS E U, MRS =
JiE 5 R ARHU[15] (IR) T BCH W = Fe AR D7 B AE 4B N DO, AR “HIRET 7 « X EAA5 BIAHK Bk
I SCRE[16], A G Z /N, IR AR R IR . K WIR G, RS eSS, S
B AT BIRA . O TIRETER” nT LABOE 2 VR T IRRE, JF T DA 2 R &R, T
SECRAPERR T R, R A AR TEAR I A 2, EE R R L. OREAT S B T R,
ToENERG NAFLD & i A2 rhoagt A% ) AME I FE 2 PO IR 3R R I 2% 1, [RIIREAS 2 DAA#BE NAFLD
R AR &R T AR AR (L, BIE Q49 2 BT oA B,
2.2. ZEITHFWR

£ “ZEFTEH” BAIF, NAFLD it 2 MRERFESH; “ZHEITEH” UKW, NAFLD

DOI: 10.12677/acm.2025.151095 707 Il R 125 23k i


https://doi.org/10.12677/acm.2025.151095
http://creativecommons.org/licenses/by/4.0/

ML &%

(R JE5Z 2 PR R o XSGR A0 J8HE JE DN (1) 2 A% M (patatin AERENIEREI8(EE 1 3 (PNPLAZ). F5TE 6
BB L 2) [17], B G & 0 s 107 A ) fsh = AR B i& 3 [18],  EREAER & RZALPT(IR), NEWI K +2%
W, MEEFME[19], AL WaiE e R e R A A o AR = [20] . FEH P — SR R I FREA T,
N AP AR R, an A AL AR AR VRS AN B S AL, JFE S b S B A IR, AT RS i 2
FEVRE T B RO RS M D R B 46 [21] 75— TUIE A JLZE AE 75 NAFLD  [RAH G A 72 rh
[22], X+ IL-18. IL-6. IL-8. IL-12. IL-17. IL-32 Al TNF-a Z RAER T, PRafiPhICREAL. NAFL 410
NASH ZHA7 RGN0 . SR aliv R 2H 28 P40 B R /KPR fik, NAFL ZHiRkz, 1fi NASH 4 .
W RREARAF JIRTT, 0 S8 I AR 4Rk .

2.3. Hitb&mHlEl

A PIAE AR T I 7 P90 P i e b i 36 — e AR R, AE DG AR B [23], 5% A NASH 1)
REJHERIE @ ANAAE L, AEERTERA NASH BT 2 I AS [F] B A PIBFRAAE, NASH JE 35 7R 4 71l
FEANBE VR BERE N, M K Fh o 3R A Y = AR (O PRS S R 3o 1k s s B0 AT, T S
FOE VAR PRI E R0 . EMEH NAFLD Hr b 00 T P~ TR 240 8 (1 19 0, 1 3 B T G 241 B 7 55 10
Je k¥ T —E EA

TR DR 2R AE ARG A i i A PR P F Pt A — e I E . OB R, Rl R e A T
# NAFLD fABE I, 54 530 NASH X 28 Bt InTaf A SRR, R s S aErmaE
RS PENR B B BOAT S8 A oG o SR mT DU 3 A o AR R, Pt 2 AT g 2 51 T I PR AR AT LA
KA BRI . — TR Eh WS R WA [24] C3H/Houd (TLR-4 B 4E AU A1 C3H/Hed (TLR-4 5348 ) gl M A 1 T 7K
U A 0% RPENIK 8 i, S KA RRAREL, KRN 3000 S bH A T 2 5 B8 A B Sh W O AT e
YRR ALT KPR EF A SRE AT AT IBALL, PR &R 0/ BRTER K N 28 3K (B i iE e
BEP= AR BN RRZEL 25 I N2 27 A T D0 e W CE AN S m e SRR ) IR B 2 AR AT ATL ] {1 A A 12
Jig 107 P FFF S (NAFLD) A0, T8 4 B8 P9 55 2% S (57 A1 T B 38 43 e JHF JUE 0 ) A e

3. BB B 4 AxT B 1 AR By i AT B it R RO R

WL R B [25] %8 R s RGANE N RIZ REH S 75K IRI AR K ERM NAFLD R
TRHERE oK% 28 GURIIE N G 9% 22 8 (1) FH S 4 7 AR M 200 A JE R SRR e, e g s 4 M TE R AIE P 1)
CRPIRGERT HRAEPTI[26]. 7E NAFLD H, 235 o 40 R SRAZ 40 AT A6 1 W4T M, A2 0 R A I %
SERIZR . M HFYE NS B0 BB R R AR, BT REBGH B GEE -1 R MCP-1, X S6 A 5 AT DA g B
LN IR, T 385 0 P A F e 40 B ) 30 . 8k S 10 L 4R 2R -(IL) 18 FIRE R FE IR T o FO R
G AT CAPEAE SR B I SRR, AT 51 R RS RS L SOE DA AT A SR R R [27] . SR A
ARG AR, O4E B RR A AR RGN (DC), 73 sl ek 4 B A A R AN P A A R AT R
YR ¥, {23t NAFLD [k (28], (HAEGRZ 1| BUF0 11 B NKT 4005l NK 20 e J5 6/ R, FFAE
P57 I ARG B G [29], 1X R B Ja R Gl 2 G5 1 bk EL 40 i IR AN f& o B R e — R A, 3 R G R 5]k
R AR B — e E L, AERELE AL AT AR B

3.1 TiRB4ES NAFLD

T Y0 R IE B M e R R e d%, 1 B AN S 5. BET T dkEgn i i s KAy 44
{TSRAFAE P . WRIE T 402 AR (TCR)Y I 70 of T ZHIAT poT 4Hff, SEARIXFIZE T 40t #1 A2 i it fi v 1)
CDA—-CD8— X BH 1 il A 4 it & B ok, (H AEAMNE ML h 2 95% 1) T 4 ik ik afTCR, M4 5%IK) T 4
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a1k ydTCR [30]. poT AP IN A& SR S RGN M S e RIS, —J7 1, &/ TCR
AT DAV JE R AT At B RS2, SRR A R s B . B TCR @& XU 1 i (RE
AFKik CD4 AFKIL CD8 L2 4K), 1T DLV 2 dEIKICAE, AT 2 MHC 2 1 2P . poT 40T
TE¥A TCR PRI LR BBS, X — e ofT 4005 P A 4o S B o BEAh, 1Z40 MO 7E T
JE o e L BE S S R, IS AT A A A AL R B AR AT [31] . — T AT T dHMTE = IR IR B i
S{(HFD)NAFLD /)™ B RS o (R4 FH 4R 55 AR [32], poT ZHPSE IL-17A (0 E B8Rt , 1 IL-17A AP
— PP OCEE IR R AN IR . X EEHYE HFD 5 51 NAFLD #%4 DL J NAFLD &3 g4, JEHEfm
FEM AE 0L AESE/N B NAFLD fUERE . T 0BT T 41(DNT), Changying Li [33]%: AW sie i, IR&
S H) NAFLD /MRS, 7E NAFLD 3@t frf, TCRyo + DNT ZHAIG5E 1LL7A F30h I 2 P AF 48 0
S8, i TCRap + DNT 40y /b (ki B) GZMB (1774 3 S B WA Th e IR g9 . B 7 R3E T 4000
(1) TCR AU H AT 73 284k, 0 H AR R T R IE 7 F WA [F 43 91U MHCI 264071 CD4+ (il T 48
)4 AR MHCI 259> T CD8+ (4HMd 3 14) T 4. Chi Ma [34]55 NS S0 R, 76/ R I
NSRRI, NAFLD A iR B AR 0 2% 18 5 5 SR Y CDA+IbR P40 B AR e 13 P 4 5, DT JOnisk J e 160 45
CDA+T #hEZHHLL CD8+T ik LA HAT BE R Mg RifA i ik, ml 77 A B /K 1 2 R4 75 P 4L (ROS)

CDA+T 4 M AL T LA RICHBHCHT IR G , 17 LR W5 45 R0 B S I B i R 35 4 28 R BB IR A
Thl. Th2. Thl17. Th22 LLJ Treg, iXU&HRJET CDA+T UARHIAIFIZEA], B4 MRIEE 2 PRy & 4
JIEE 7. NAFLD K323 CDA+T ATy Re S (1) = o m, X —iRBEALH DR 2. Thl 4
PIFFAEE LB A IFN-y (B8, IFN-BUS N4 STAT4 Al STATL RILH{E RAEH . FHK
NASH Zh T BI[35]. IFN-p Bk Z 170N B 5 B AR 7 /)N BROFH B3R 30 o A8/ 1R O g i A8 1 4T 4k . 7
NARSZEG FR[36], SAtEXTIEAMEL, R4 NAFLD BEA NASH %% A/ Thl gisiEka =R, H
NAFLD FI NASH 35 40 AT 223 Thl A bl 7. R, 5 NAFLD B AHLL, NASH
Rl S5 T 40 ) Thi 380 ) 40 A PR 0 225 DR R 35 4 o ke &5 S5 0, Th /v 5 7 NAFLD
RNE NI B AT HEFE NAFLD Ry . Th2 4aien] Aoyl Z Aphe R 40+, B4E IL-1ra. IL-4. IL-5
PAK IL-10, XECAfun] ABGE B 4, MR EENR R S B, Th2 48 F 274 1L-4, IL-5 AT IL-
13, ¥ STATS F1 STAT6, AHWFFLRBA[37] S5 X BRZHAHLL, NAFLD 835 40 M ) Th2 4
Jm, AR NASH 88 FIx HEZH 2 [B] A W42 240 A sl AR Th2 4EiB 3 i 22 5. Thl7 40 & # il
R A GRM, A IL-17. 1L-22 A1 IL-23. 7E NAFLD/NASH 405 i i b [38] 30 82 51 Thi7 41
RGN, te4h, 7E NAFLD/INASH & b U g SI0E A Ak Thi7 g sEigin, 52 EpE
Thl 404 IN[36]. #ATM0, Th17 4HAAE 27 4Edb it g b VR AN, HHLHI A R ade— PR 58 . Ana
L Gomes %& N S R[39], 45T IL-17 nlAE AR AR EF iy, BELWT IL-17 Rl {8 FEF4Efb s . Treg 4
Ji1 53 IL-10. TGF-b M1 1L-35, AT AHE G E R, 5 Treg 20 BAE #2 57 So e i 52 A 5 S e daas v
RIFREAE, 15 NAFLD 88 th[40] [41]WEERIFFAE Treg 4298/ . NASH /N 1 Treg
YN FEE 2 N EE B, TN S AL AN B 5 AT, 10 Treg 2 = AT LALRAR HHIE 2RE . 1T 78 A AR S2 5
1[36], SXTHRAAAMLL, NAFLD H3E MG FIRTAE Treg 40 RECERAR, 52 NASH 520 FAMA T Treg 41
i SR E

CD8+T Al rT Lhd ik iR 5l SR R VPP E-1 20, 30 Jo RT3 25 R 5 BCRE 40 o 1
[42]. FEARTPRETEAR M TE T, CD8+T 4 M (13 <2 5| LT P N D UTAR RN 28 RE )OSR . AR 4% Breuer
[431% NIIBT T4 5, JERER NASH B (TR R CD8 /K 18 b, 1 FLX A in g o-F-18 LS
HAFAEE REMIEN R, ESEA T, SRR AR /N AL,  BERERN S E NASH /N R
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JFFEH ) CD8+T 4l Fh 1 3.5 fi5. thabh, oK A RERERI SR MUE NASH /N R FFIE CD8+T 41 a7 &4t
AP B HSCo 7598 NASH /)N RS i, CD8+T 2 A 1 6 o R B AIK I AN R M JHF U 48 i 5 HSC (R385
W 7R B E AR R/ G IRE 2614, CD8+T 42 NASH BEE e A N 1, mraERIERE&t T, &
IxH B SR sh VR AT H k. Qinghui Zhang %% A\ [44181d % 37 NAFLD sh#f %y, K Wistar K4 A
IEH X REZE(NC 4) A1 NAFLD BRI, AR K B A R # M — s R FRDRL (R0 48 71% =i l8 ) . NC R 4s
T HRAADRL (R4 36% i IR ), FE A MLV B AX A0 i 73 B9 1% CD8+T Wk R4t A, 5 FH 8 2% I8y e 4t
B M 3L 7R, ORI B AR B, DU SR A0 f T A A OB R AL KR ORI R o 25 R TE
NAFLD KA, CD8+T kA feiR i 5 M = . 1L-18 A1 IL-18 /KPR IEFHR, 7 NAFLD it &
AR, SR A AEIET CD8+T kL 4H i i =Y ELWE 4 A A T4 O A2 R A RESE T

3.2. BikB4pS NAFLD

B bk T 4H i 2 2 550 R e P e B 1 AR e Ay . B BT S g% R G A A,
CATREE e YU, REPURE S, JEo WA T B 4 AR R BTk B E R R 4 i PR T AR
K& VERE D7 9% (NAFLD) I R A2 21 1 B B RIMEHI[45]. HET B bk 40 M X T FRT00RS P AR 105 14 s
T LA 2 0] (4 N A S50t FE s phabk R 4 B B 7/, 2R T GBI AL 2 T . Feng Zhang S5 7t
RUA46]TE = IR B S NAFLD 4/, Rk Egnie s i F N B 4t HB) 4 &3 in, ek
NRIA T F KR IL-6 1 TNF-a, M 7EARSMNE Z BE(LPS)RIBL T 70 E £ 1) IL-6 1 TNFa. B4, 7E
NAFLD 2o, A B 40 (IHB 4 i) (135 7% EId 6 19G2a B, JF387 IHB Al T 3 5 i A CD4+T
HRI(IHT 40 ) e AL, (k1 Fm Thl guMa i 74k, BEmifeit NAFLD (gmiidt e . —8ur)s, NAFLD
BHEIER P AEE B RN B AR S, AHOCHE 7 R I AR RS VE AR B PR s s Ve S, T
B 4H AN B 5 Mg 0 AT/ S IEAH SR [47], 78 NASH B, JTERL B MR T 40 R il S8 4 4k, 2%
AT STk AL, X e SR AR AR /IR 6 5 /N i 58 i R4 A VP 2 TEAH 5 [48]

3.3. NK 4185 NAFLD

H AR AL (NK) 22 56 R S % R G B2 i 70, AE I b s 4R, DRI AE R 2 B A S 1
P ORI RE . I NK 48 M2 IS R e RGN E B Gy, e A Refg i = A 40 K1
SR T 4 B ) 4 b o S i R RO TR A, T L, S R 0 L PR R g 52 )3 T R R 2 A
WA, IR IR BT R . FHod A28 NK 4 L% 7Y 2 CD3-CD56+. NK 4 i 7 JE A M i
0 P 998 v R ¥ A R I [49], B ATT AT ARt AR I 2 23 1) S e i 5 s 309, AT I AR 9E I L, 5 L
AT AR 8 = IR B I S| R R R S BT A OCHI SR A [50] NASH ZE25 FFAE A 1) NIK 4t Jfa v e B LA ¢
PERAH R SRR IS, @ 4E i AT JAK-STATL/3 HlE#E NASH fIR & - T KIAVGER, HT NK
4HE_ - NKG2D. TRAIL Fil IFN-y f3RiE M, NK 40 50E K Ihae T, SEOLPURT . JLergeib bt
R /E R B, A NAFLD B BFF4iib Al HCC Rk RE[51]. AT I NK 2 Ff Xt T FFE 158 12 95 728 1K) 82
1A == FEHL P T NAFLD 3 17 1 J& (1 AS [\ B B B A0 S R B3 (1 5] o
4. Hib 2R E SEEB AR X R

Ry 1 AH Sk ELH SRR A R 2 By ZR AR L 5 (MILIN) LA i IR B3 7P A g% OB 5 5 4 s
WAL YRR IE S FATHIVE - - MLN /] B S IR . i g o 45 8 32 S B0 T 48 Bl sl K Dy ek A= 2
A, JE g - PR AL o AR — TRAN S [52], /NBRAE 23 ) T DAIE B (ND) B s i i
f(HFD) 12 J& J& , HFD M /N, MLN CDA+T Ik 41 i i B 9 & A2 1 484k, B Th1/Th2 1 Th17/Treg
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YL T 20 EEBE . K AN NAFLD /N 20 B MLN CDA+T itk 40 B i 4% 2 52 44/ R 2 S BUZ AR /N R,
R ALT AST. R BRUTARAN I 280, s A o A 2 0 a0 1 0 T JRe 2 b a9 i S

RRIEAE R BB ) e 28 B, 76 NAFLD (R FE e AR . = BEERILAE 52 AR o3 AR A0
Yo R T o — I B BT 7C 53138 i 0 b 2019 9] £ AR BT AR S5 1 AEAGI 2 () i f Bodls, 45 51
PERTERE VIR A JG , e R ] 0 A v 85 P A B 0 i i /KPS i S 35 T s, A B s 3 R BA [541 R V) B
SHUMAR Y 5 SRR DI AR T T PTEN RIAM R R & 1) pAKYAKE FRIEFT K. TEF% RIE X
REJTTD, JRSRVE I 1L-10 FRHT 48 1% 1t 7T BELE §2m NAFLD F R 42 R B e, K& IL-10 & Hi7E
L2 X ) B HRIBE = A, A MR 2 4R R 1A . BRAE BN SR FE R [55] D) BRI
B IL-10 KPR BRARIE E KT HAR AN DN 7, FF 005 5 0T Mg o S ARURD 8 05 S LI s 0 S AH SRS 72 3%
BI[56] NAFLD 3 IMiE 1L-10 KPR AL, H5 TC. LDL. HDL. MEATEE/BMI 2 IEFEC,
(R I E AR 5 i — 2P 7.

5. HXHARNTERRE

AR KE RIS 7 Sk W RE S5 NAFLD 2 (A7 %8k, {H2 TR R 50 R A ke
AR KM bR DA R R RS E R, MRS AR EEMETE. HAr, TR mapnE T
HUEER XS NAFLD (R B AEAS 520, IO A7 T . Ak, B Al E N M55 BT 3Rk
EL A 5 25 2R A IR 7« 980 IR 7 A LA A NAFLD 5 3E F2 520, bk B2 40 fa st NAFLD 25 BT
IhREIEEm DL K FAth s I 22 &% B R R4S NAFLD AR SR e . IRk, R RATY 75 7T J
KIBR B BRI FE . BUBEPERT T, IRARA SRR A B R R B ENLH], A NAFLD &3
(1 SRR BT 5 th T 228 1 R AR AR R SRR
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