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Abstract Primary biliary cholangitis (PBC) is a chronic, progressive cholestatic liver disease. For many years,
ursodeoxycholic acid (UDCA) has been the only widely used first-line therapeutic agent; however, approximately 40% of
patients do not respond adequately to UDCA, highlighting the urgent need for novel second - line therapies. Current
treatment strategies primarily focus on alleviating cholestasis, and significant progress has been made in the development of
modulators targeting new pathways. Immunomodulatory approaches, such as those involving antigen-specific regulatory T
cells and natural killer cells, along with immunotherapies including chimeric antigen receptor T cell (CAR-T) therapy, have
shown initial promise in the treatment of PBC. Additionally, natural products with anti-inflammatory properties, such as
berberine, palmatine, and epigallocatechin-3 - gallate, may serve as potential candidate drugs for PBC. Furthermore, the

established link between gut microbiota and PBC suggests that modulation of the intestinal microecology could represent a
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promising adjunctive therapeutic strategy. This article reviewed advances in the pharmacotherapy of PBC.
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JEU &k BRI R4S 4 (primary biliary cholangitis, PBC)
Je— P MR HEA T PE AR TR B B S e PRI , DAL T4k
FLAAPLIR (anti-mitochondrial antibody, AMA ) B | B 8 iR
TR -2 S R AL G T 5 o T2 SRR, o 3 1 R I I A/
JEAE HEAT PER IR , S W] S BUIF LT 4k T REAL )5 2= T 2 BE
g, KPR, BB 22 5 IHIR (ursodeoxycholic acid, UDCA)
J2 PBC ME—RHL I — L3R 7 2540, (B4 A R 24 B o1 ) 63 o
FERLEAAE, T BB LRI R, AR, B X PBC
G FALTR TR AR TR A B0 o S8 A W A6 58 4 8
1% % 1K (peroxisome proliferator-activated receptor, PPAR) | ¥
JEe Tk X 5Z 1 (farnesoid X receptor, FXR ) 255 #E i (19 25 W1
AT PR R G PR 2 K T 40 (chimeric antigen

DOI: 10.3969/j.issn.1008-7125.2025.09.008

LA TUH WA B2 DAERHE T H (2025KY456)
"Email: liuhq0603@163.com

SARCEEVEE , Email: liyijiel2580@126.com

Drug Therapy;

Ursodeoxycholic Acid

receptor T cell, CAR-T) ¥ 15 T 4fiJifd (regulatory T cells, Treg
M) |« F AR A A (natural killer cells, NK 4 i) Z5 6628 74
J7 SR B A T T s AN BB R B A AN G
WY RIR 25, DL B 3 F i 1 A R - S R 45 3R T 7
2,150 PBC 25 ia T 4R A T OB G . AR SCEE PBC 25
IBITHERAE— RGLRIR

— PBC ik

L AT : PBC 2 WL F 4 Lotk otk 5 Bk
9 LB 249 2 10 17, PBC W 4F & 96 2% 2 0.23/10 J7~5.31/10
B R 1.91/10 11 ~40.2/10 7 5 Herh b 26 bk = 4 19
R . FRE PBC RN AIA 49.2/10 77, i 40 5 V) |
LRI BT,y 155.8/10 717,

2. R ML - PBC 3 R E Hi i o 58 4 I B, 1T BB 3R
BE IR A A% Ty e A e Witk 14 N JE R AR, S 80
P28 T 285 0 A I PP B B, A R DR 4 G BT 5T 4 R i
R, NZE AT )E (human leukocyte antigen, HLA) Al HE
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HLA {7 855 PBC 3 1A S0 i A G HES . A iF9E 3R, PBC
BE AT 200 4T 35 Rl i RNA (microRNAs, miRNAs) # ik b
P, 3% 2 miRNAs [0 R AT 52 e 4 B3G5 R 12 L 98RE SO
& NI BRI & A R . BRIk 24 R 22 1T RE MR
BEURHE . BT ASEEURE T BEs PR 208 s
&R, W51 PBC A e i , 3 S 5.

CD8" T 2 I 7E PBC P il Jré i il E 2 A 68, T e 2
SCE PR B B G e AN, A5 IR R R N A L 4
i H UL 30 1 9 4K CD8™ T 4l it 2 CD69 CD103 % Y, H 7¢
PBC & e . Ak, CD4 T40MLE PBC 5 2 JHHE AL
EL 25 rp g S B B SR T . FSE R B PBC AR 1 NK 4
JiL AT CD4" T 41l i 14 4 5% 3F 44 7% RNA (long non - coding
RNA, IncRNA) XIST A /KF- Bl b & T e 2h , H FE2E L
F A% . LncRNA XIST REE#EWI4f CD4™ TANMIINIE . 5
JIAE 1 H 4 M 3L B SR B, W 4G CD4T T 4l M b i T4 %
(interferon, IFN) -y . 140 fi /- & (interleukin, IL)-17 . T-bet
METRARSCIILZ ARy b PR, X RER Lok PBC 5
KMEF . B4 AL PBC R iR A — 2 E .
PBC WY R G VERRE 22 — S AMA BEPE, 321 B 41 76 35 ik
JE A A A, AT R B, PBC Y K AE R SR T
A5 I TP Y B AN ARSI R A 0%, JHG rp ke e 1 09 VT B
RRIRGIEMM(BlaTERE) o NK 40— Fh AT He0m 40 iy
AR AR R ME R EL A . AR5 & B PBC 2R & JHBE NK
40 i 11 Toll £ 32 4 (Toll-like receptor, TLR) 4 # I 6 J5 23 7=
HE v KT 1) 9 R BE R 7 (tumor necrosis factor, TNF) -
oL IR A AR 1 R AN A RE T NK AN A o
W A A AR AL S e it 32 2 CANJHE R 7)) P vl e A7 A
FLAT IR DA NK 2 R

T PBC AN ] 96 B B, W4 i 24 % T 4 A, W)
W95 T 2 25 A5 9 o BFSEI R I, mc B IR A4t A S il 4k
[ IncRNA H19 3 [ AT LAY/ AR A5 25 HL /N BB L v CC f#afk
A ¥ 324 2 (CC motif chemokine receptor 2, CCR2) " 4% 41l it
S TEAY B W 4 i Kt | 6] IE CCR2* Kupffer 48 Jifd A1 R 731k 24
2 0 M B R AR T A TR A 2540/ B R 25 SR R
H 19 S5l 744 P 0] 10 ] SRS A1 L 1) 5 0 2400 B 4 43 Ak R DA
7 90 2 3 IR o B /N A RE SR o Lwo 251 B 0 5% % B
PBC B & N Kupffer A0 KR T IR, HL Kupffer
A W R TR PBC /)N BRI 4 ik V-1 AR AR 45
5, FHMLI 0T RE R « Kupffer 410 [ W58 1335 5 0 — 2L RS
(inducible nitric oxide synthase, iNOS) - — A Ak A (nitric
oxide, NO)if B% 475 CD8" T 24t M b 48 , 100 Wi 20 it 13 W, sk
AR S RE FIRAE s . 1 IR 78 45 R W B AN v
TEPBC R R E R E .

3. I ARIAIT PR - H AT R PBC A9IEYT 5 Mk £ 22 R 27
fiff S5 MR IR AR, e — 2R Y7 259 UDCAM™, UDCA &
2 52 B S UR (FDA)HEVE ] T PBC Y& 254 .
UDCA fe W UR T 25 AEJH , J8 TR BRIk 59, BR
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UDCA ZE I R Hh e B0 558 5 1) 22 4 ARAT A e — 28R
BRI, Atk A i b b ot [P TS BRI K S
UEAh , UDCA 75 2K MR T, — B 20 ] s A A Ak 45 bs i)
FLHR BFSEU R R AT AT 40% (1 H KT UDCA YAIF LI 2
X4y AR TR AR 32 SR R AR B e DL K e ks ] &
B RTIRE AR 56T A AE FFET . — X 3 902 {51l PBC 58 Y [
R O BIFSE U R, UDCA TR A 21 I R R LR A R 2
RTINS . FEREZ WY 3 433 6/, 733 5] UDCA G
253 ) RS AR TCRS M LE AR 3R 0 91.2% , i UDCA hij 2% 3%
A7 95.3% .

TR DURR R J&:— P FXR B30 A, S mi K Pk 2 A s AR T R
e . Houk FXR BT = B e e, wlal i 1 FXR 2
R HLIE P Fe kel IR B B DLUIRR F 2016 479k 35 =
FDA F K 853 HE v T4 UDCA J 28 A 58 428 UDCA AN 52
I T ERIBIT  H RS W UE AN AL 5 S A R AL R
B DR E R AR RN A T BATR B, IR R ,
LR AT 2 AR AR 56 AR BRI L IRLAE S 3, I 5 S0 Y
R A& SR SRR T Y AR S AL R i AN W

A A PBCIRIT 254 /0, HITFAE R K B BLRE (1),
PH T BT KB IR YT 2 R YT SR

1 PBC
S e e
\‘ UDCA
|
|
FXRifah | PPARFEH |
y v
0CA LI Fer )
e Y
G? THEAIAL WLAF
REFXR]
!
BAZH )
AR 9

T PBC I U PE AR PERBAE 42 s UDCA Jy BE I3 BB R s FXR O
TR JE R X Z 44 PPAR g3t S8 AL W) VA3 BB 0 50T 2 44 s OCA g BRI
RHER s BA J TR

1 PBCHLARITHWNELIE

TG PBC AR THIRFR A BT L SRR 259

1. PPAR #3057 : PPAR J&— 40 ° % JIE i iR S AR i 4
WG SR . WFFEIESE , 24 PPAR GG B, W] 0 25 AR
M35 AR IR AR R P KO- I R B PR AR, PPAR 244
W h ) 5o DR (fibrates ) 259, BAT B B H IR R 89 4
JH X UDCA B AR B, BT I 35 808 3 1 26 1k

BhR>,

PPAR f£7E 3 #\F %, B PPAR«. PPARB/S 1 PPARY.
Horp ZEFL DU — Iz PPAR B, 4134 DA% J& PPAR«
M BEBEE I 8 R . PPARa ZENR VTR 19 & B AR R R v &
YEVEF , PPARB/S Fll PPARY 2 590 R [ i LA K g i F A 2
WA I 120, DURE2E 25 4 LA 00 JHF IO b R R 1)
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BRI PRI Br R Pier4Efb S TRe % T PBC &
HRELEIEIR AR bR B B I G R CR  H AR 4
PERT B2 32 FELIR YT U e B H A0 0 7 P i o R ECXF
PBC AH IS 197 RO L A Ve 1 5 A7 2 — 2D I R A5 T LA
UESEP

2. FXR BN : FXR 2 — R A2 04, REAE IR 55 TR i1
W sk G . MERR RS 25 AR AR R TR , AT 4545
FXR, AR5 5 A BB X SZ AR 2545 A DGR L X 1 2 T IX
3, ALFE /N SR R AR AR (small heterodimer partner, SHP) i,
21 2 48 i A= 4 K- 19 (fibroblast growth factor 19, FGF19) flH{t
B iz (R AF . SHP W] 41 it IR & B 7oc- ¥2 46 A (cholesterol 7au-
hydroxylase, CYP7A1) %% 5% , T AELY 12 6

BT WFFEUESE FXRJE NG BT A A AE I R A2 25 )
BT T BRI FXR E R 22 R i B R A
U2 BUBE PRI (PBC LT AEAL SR B S JE R At
PG FXR s v e A ) DU i B1CAMPK (9 b Jie )
B R miR-199a-3p , A i LA 1A 2 RE R A L e B Y
JH 20 B FE T, A TTZE % PBC. A [A] FXR 383l 77 1) 24 BEL 7
FETEZE S . WAY-362450(FXR-450) H AT 85 BT R S LT
AEAR IS PER, T TQA3526 X 14 8 2 I J1H [36 Pt S I T R
KBRS LB, AELFC S A e PR AN RS ™ S 1 SR
R A 3 T AR T TR AR

=PI FIRAE PBC H B

1. CAR-T:CD8*2H ZH 5} 85 T 41 )it (tissue-resident T cells,
Trm A ) 4 S5 FL T AE 0 kDX 1E /87 ] 6], T o T 2
J 52 AR A T AT ISR ) 8 B 2 1 B LR 2 5 TR 4 Ak
iR . A BB, CD8 Trm A1 i AT 5 CORS M4 7 5
SR 5| B BRI (hepatic stellate cell, HSC) , i 7 4k 1
HSC 5y K 1 FasL-Fas 5 AR T, KW FE CD8* Trm
U AELF AL TR Pl — @ AP

{H CD8" Trm 4 0t /2 5 % (SR AL . I CD8* Trm
R AT B R 2 M A A T RIS AR R RS T2
& 1 (programmed death-1, PD-1) . &[] PD-1 Y CAR-T 2 /ity
ifi I 12b7" T2ra™ (DKO) /) BUAT 28 5 5 3 3 BRI
CD8" Trm 4l ML I 22 it A B S BEVERRAS 58 o T CAR-T 21/
AT DKO /N BUFFIE P PBC AH G i ek BE DR LA 2 5 R4S 58 AH
I M FRIBAKE T HE. CAR-TIRYTA U84 T DKO /M
21 4k, 5 E 7 72 F1 IFN -y AHOC 3 R 3235 , AR I 3 7R 22
iz %% % fiff (alanine transaminase, ALT)/K 4 2 Bg %% 2 [t
(aspartate transaminase, AST) /K, Jf I 25 24038 127 4 1k .
gz PRI 3 T UESE, Fir v L 10 PD-1 Y CAR-T 4 i Ay fit
JE/IN LA 1 B S 28 B SRAE B B0 P AP

TR TSR ) 36 205 A AOKE CAR-T 40 3% 2 R s 28 S 3
DA S 107 R0% , AN ACAT RV 8 1o 0 S 07 i BE 4 5 HE
Xof 9 B e N SE T A4 o 3207 S8 e PR T A
SEPE SO ERIAYT PBC, S PBCIAYT AL T BT I

2. Treg 20 Jfd : JIFMEAT S — A S 2 4 25 % B (immune -
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privileged organ) , J 4G (Y S it 52 % T AESp LIRTR S (B
X R AR W R 1 s T i A e B R S G
WYL AN AZ 1155 AR 2R AL A5, Treg AN
PEIZAT R T TR 4B PR 5 A O A s Treg
YL — X T e DL S e T 52 A e R S RO Y
CD4" T 2L, B¢ 51 3 ik 5 5 I F Foxp3 , X X Treg 4 A 1) G
FMEH ZCEED,

WF5E K IR Treg 24t 7% 4 B 38 1] PBC 2 MBI 05295
B . % HE /B (transgenic mouse, Tg /N o CD4 Bl S
SR AE BN ™ B 10 S o B A sl Ay = [l
A Treg 21 i 1 B A= 0 CD4+ T 20 M, AT LA Js e HEL A8 95 ™,
FIRBFFEEE AR IR A M IA T IE R CD4* T 41 i s X
PBC RHIRIT1EM

) Treg 4 Jd >l SERH (4 PBC IR YT 2 W A 2 G 57 S e it
32 AE L PR 07 FH 180 %58 22 TRV HE , 491 0 AR 147 1 7 T s S vk
Treg 2 AE A BE Ao 1 o B AR LA [0 i 240 M )5 455
Ak AT, W AR TR R MG 2a 1 ke 1T
Treg M7 1L 8L/ RERS A PBC I BRI T RZ —

3. NK 4§l NK 42 HUAA S 2 r S s 4 i, AU S
BRI PR BRI A G B PR IR AR SRS L N S i
SR A B e 04 A RE R B0 A O R 45 R O 1
FH SR e KM G0 R G0 AR ALY

VI Z AT UESE , NK 4 M v 38 o 1542 0] 422 1) 40 Je = Pk
EAZ 5N bR AR BEIR . PBC A8 5 A1 J& it F0 JH Ik
AT L NK 4 A5 A AR 1, B PBC AR 3 NK 41 i )
NS T AR R L R I v B A | S 0/ O S|
FIRE ST W R

A I FECE 2 B UE Ty /) B S 2o 2 v JF I NK 4 i
AR AR T o S5 3R W, 72 PBC AL B /N FRLUR i i A2
R, NK 413 A % 3 5 400 ) CD4* T 400 it e 41 ) S A0 228 o 5 HL
Tg /N U IE A 5 B0 NK 20 B R 9 B8 NK 200 B 19 43 A 7 7 22
5. NKp46'DXS5 Fl NKp46* TRAIL* 1% JIF 5 B3 NK 48 Jifd (i
4l NKp46*DX5 5 NKp46*TRAIL X NK 20 if1 ) 5 CD4* T 41 jifg
TEAES B A, PR IR E B NK 4108855 CD4* T 41 2 1Al 47 4E
MEAEM .

MU RARZH S PBCIRYY

WEFE R BT 22 R SR B0t JF A DG B8 B — 5 1Y
IRITVER DAk BE R AR 25 R AR BB RN 1 ) SO RE 8 oA 2 £
BT Re A AR TR T (B 2) .

L /INBEDE . A= W TE AR B8 5 2 v i) T TR 9T 2R .
X SeAE SR A R A AR 4, X A E A
ZRE . NBERR, IR R, R T 2 B T A B —
T i A L, 2 AT A 1Y) A AU -

PCAEWFIEIESE , INBER A B4R FRILAE (P R 55 2 A
A TR  SX B  RAE 11) 2 BLE TE PEAI AE
BB, /INBERLRESN I AL | =i N ILAE | 30 Kk o AR AL AH S 1
PR ARE , P AE SE T A0 I A0 B R R A B A 2, 1R
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berberine
/N,

HO__

HO Y

HyCO

HyCO S

_~_OCH;,

" 0CH,

T PBC R LR PRI PEIRAE 48 s EGCG R F LA R I F IRk
2 jA¥r PBCHIMEXRARZTY

PR T 20 AR A S5 T 5 o PR G o A INBETRON 22 K
PEMEAL B 5 B B MR Rk PR A M R
R H BB B B AR, H mi/ N B
PBC [IRITVE I A LA (BB T E A U E 45 8 /N B
XTPBC BRI TR A S i — PR R .

2. BVILYT BT AT G AT e Ak L R b el B T T
HEN T 1 Z ) 50 K7 46 5 2R AR R L T
PR N TR VFLIR R WA i SR ZE L S R 2R AL
W WA TR AR AR SR B . A, BT T
WS T B D) B, FR AR 2 0E B A, A g
B O Ih YT AR ] Y A T A U /N RS AR
JFRE N T 78 0 98 S 0 T2 A AR B, H LA 53005 FXR
T8 A 05 0%, e IR S S5 405 5 I 27 4 Ak K LB
F AR F 2L B0

PBC 75 BEARAE [FIAE 95 S BRIP4 44k i i
HEZEHL, LR gE S B 7T B HAT A o] B i I 9% FXR
{5530 B | 5 i 3 B b T R AN R TS TR AREARI L 7E PBC 19YR
J7 o R FERSEAE A E R — P IR R

3 KRBT K RET R BRI 2R . R
JHAE A2 3 o 0/ 38 A PR RSBy . A o)
S5 5 ARIBYT AUA H A FE K 2 2 T UM i
WERR A ALT JUUEFFD AST KSR [, [R) B K 6s 236720 1
BAMH MK BT ER WA (12 J8) 3k
RERIGIT R R N R A E A R, L
RN KRBT AT AR AT B e I D R An i 1
FH, SRR AR R R AN FE N o B HLRR A PBC
BE AR AR — BT LA B

4. R ETILE KK E T MK (epigallocatechin - 3 -
gallate, EGCG) : EGCG 2R Z W LA E M FEE MR 2
— , BESE I e L A, B 1k e A A Y AR, TR A h

FE BRAP T A ™

SRR W BGCG AT LR =t A T 4 B A R i 2R R
LI HIBRNE RIS AAE . R BEARBOB RS S 1 4 5
FIFREARAE (L AEfL S5 . RS REW], EME S S
T ORI S RS A AFIESI , 11T EGCG TR S e B 13
By e

BT UESE R B EGCG AT LRAp 240 L , i HC 4 52 A1 I
FR A7 , PRI T B 2ok 1 S S0 X L R VR Y
HLT, NTTZE A PBC B HE I . {H EGCG £ PBC 4 F B Hufie
PERFR R NG 7 1A fritt— P58 T UIESE

T BB R S PBCIRYT

R B 22 (R TE S 2 B I B AR WU REAE PBC I &S BL
Ty E A O, A ESEE 0 i E T RE DNA BEAT 168
W & B, 55 fa e X BR 20 AH L, PBC AR 3 1 2F 4t R 1 s
(Cellulosilyticum) B8 /R 1% & 7 J& (Holdemanella) . & ¥ W F}
(Lachnospiraceae) . . 3Kk & J& (Lactococcus) Fl FE R 1 J&
(Morganella) F FERFEAR, = 35 FEH R (Hungatella) F B i 2 F+
o ABFEOR B SE I E 8 PCRAGIN & 31, PBC 4L A3 oK
T ¥ 2 TR SR 2 o AR X IR AL B 2R 2
5 DAL IR AR . E— 2 R AR LR
F K 2 2 (shotgun metagenomic sequencing ) FHHE [a] £ 5] 41
ST A0, R AR T 25 S IR IR YT IS, BB YT
IRFRGE S )7 HAFTE ORI MR 2E 5 . BT SEIE 73 B T 2%
WG AR TR v 18 R A S e T SO = 1] 1Y
KUK HUREIR , 35 G A e 22 J QIR T 2 i AN 2H
KIREL o o, 1 35 SR AR BT IR AR AL 5 il T A
PSR AR S 5 [T 124 v 7 S B i DT R (short-chain fatty
acids, SCFAs) 1 B IR B Y F 25 58 I, 95 8. . 2 ROk
ST DA S IL-18 L A% At i # 4k 25 1 - 1 (monocyte chemo-
attractant protein-1, MCP-1) 5 S AEAR W) AT FRARAE DG . 1t
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A AL IR AN S SR AE ) SCFAs (XU FF B & i b 5 4
BPERAER ARG, FIRGEREM , ZRIm R RE S
R I T VAR T LA M BT AR R A O, B R B
- AT BEA S T PBC AT A I MA 2 5

A WS 1 Mumina HiSeq PE150 {5 4 %) PBC &
AR AT, & 0 PBC 2Tl v B = F
PES 5 UDCA J6 1 0 25 52 1 A 56 , HL = B8 22 R 7K S b
PBC /35 UDCA A 1 24 HA — 2 I TN AL RE

R A AF 51545 5 3% B M 8 TR ARE T B -5 I8 1) 1 )
ZREUIMG . AREAEEAMERRT I A ZK
(dominant-negative transforming growth factor-g receptor 1II ,
dnTGFRR T1 ) BRI /IN U, B0 1A 251 35 B W 8 TR R ) L R
SiE PR~ (A1 TFN-y TNF-o0) 7K SF- Ik B 20 i 952 30 56y T 1
WIS . dE— IR T 1k BT 1 X 5] < HLEH A
R AHFEREAFFE 225 . FEINRE L HE R T R G (AR
e WimR AR R A v B BT R H BRI 2 0 FIRZER
FHA 1 A dnTGFBR T A5% 70 0 Bl Al B 92 280 25 55 1) ] i Dt
DRI AR ) BB R TR 45 4y T A P 01 22 57 o AR RT3l
SR ST T BRFN vl QO B ] 3 e A -k A
LA FRSR RS G R AERE SN , 38 5 S Rk T T U
TR TR E I 3 22 SO B i R SR

A HFFECE T 16S RNA JEF )3 XF 151 4] PBC i 2 1
HLA T 260 11 260 s A T 8 43 B B PR 43 Y GE S5 I Al
1k H #7455 i HLA JE A 4 PBC R P, 5 2R 3K B £
E Tt SR HLEARBLEA A feE— 2

W T8 B EARIAT ) SCRAs (B Th 2R ONFR A T iR )il
B BRI G PR VE w0 A B SR, A AR 1 0 ) BT
W O W2 M e T 5 Treg 4 ML 43 A SEETS 4R
Ifif, FAE PBC W IV AN ZE o Zhou 557X 25 {41 PBC A
5 X AL R F ST R B, P ALAAAE 12 R 3B R P

il
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FIRFGAIAN , H PBC 835 T 18 B RE g B G Ak e Gt
PRI A RGBSR TR . A BRRR B S A R (LR
EERTARL ZERR VAR | BUISIE P H S5 )3 A 8 IR £ AR 4k %
77 A2 SCFAs, Tl SCFAs AT HT R AT, PBC 3 iz AL i
S8 S T SCFAs B9 IE . UDCA JERL S B 7 T
TR TR /L, DR 2H 7 SCF As B 38 i s A5 F 5 & B0 22 7 AR
MR IT G , B4 R 77 SCFAs I B IR R b E 46 |, £:Bl
MUIE R OBk BT, G RAE TC AR Ak . Ak BRI
214k PBC F 4 B ZE M P A SCRAs FI Z R /K30, 3R
SCFAs "] g 5 BFer difb b g ¢ .

L5 TR, A WS It 2 SR R A A A T R T
Jo B U P 20 2 HE PBC R LT R R 2R . Rk
Al B R AMEGE SCFAs 78 PBC AT & 9% B Bt 19 4 5 1 1
BU, IE RS DT A AL S R AT SCRAs T- TR SE5S , LABSTIE
AL SRR AR AEARIA B AN [ T B R 9] 4 2 5 it
JAFE HSC G M .CD4* T 4 i 534k  EL W 2t M b Ak 55 A4 AE
ST, AT B N — R A R R CAn™ TR I ) sl iE
LR T, AR PBC [ 51 25 AR iR B LB e e

B 5 R i T8 A W i A1, PBC 55 i T8 1 DG IR 75 T
JHNE S 1B 2 T AR DG o A T = R B, SRS P A
(inflammatory bowel disease, IBD )5 PBC % & 1716 , ZH0IE
4275 IBD AT 1Y /11 PBC (14 & 93 KU, FEVE e AL w] e
U 0 i T L S5 40 Uk L A R U S A2 AR AT G . de Krijger 561
Xt JE kP Al Ak P AR A 9 - 1B D o SR 5 A i o itk — 2B
T 1 -l A ELARAE R < 280 b ik R A AR B B - R R R
PERE AR B4 5 JHFINE 1 80 K P9 Bz 4 L v S 5 8 2 34 (PBC
P Y 5 26 RAEPE IR HH IR L 1) %5 F R A S A iE B
B o BT T A ML 1) JEF O S S AR o M R W U S R AR
TR HAE o W2, FL5 87 T AWM InAH 56, $27R HEnT g
T T A T T AR B 2 A i T 4 B s T (181 3) .

i

a4B7* THfRR R TR

THRARIRIE

X HERRSF
\_/G4B7‘MAC|CAM'1 .CCL28
~——

TNF-a/IL1B AU,

=D
<t

BIRE

T PBC N JF R MENR YT P IR AE 58 s MAACAM-1 2R 785 5 ik 22 A I 26 B 43~ 15 TNF S Iogg SRFE TR 75 IL 2 P14 255 CCL28 2 CC ¥ fkH

TBLHR 28 5 15 Sy i A R HE 5 )

B3 f5-BFil4 5 PBC REHIEIREE
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NEE
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