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Abstract

This article reviews the etiology, pathogenesis and drug treatment of primary biliary cholangitis
(PBC) in Chinese and Western medicine. The etiology and pathogenesis of PBC are complex, and
it is generally recognized that it is closely related to environmental and genetic factors, immuno-
biology, and biliary epithelial cell (BEC) damage. Ursodeoxycholic acid (UDCA) is the treatment of
choice for patients with PBC, but about 40% of patients have no or poor response to UDCA treat-
ment. Obeticholic acid (OCA) is used in patients with poor response or intolerance to UDCA. Ac-
cording to traditional Chinese medicine (TCM), PBC is a disease of deficiency of the root and defi-
ciency of the mark, with the mark being characterized by stagnation of qi, phlegm condensation,
and stasis of blood, and the deficiency of the root being characterized by deficiency of spleen qi,
liver blood, liver qi, and kidney yin. The core drugs of Chinese medicine for PBC treatment are Yin
Chen, Bai Zhu, Danshen, Poria, Red Peony, etc., which are mainly used to tonify the liver, spleen
and kidney, and at the same time, they are also used to clear away heat, dispel dampness, and ac-
tivate blood circulation. The application of traditional Chinese medicine plays an important role in
improving the quality of survival, improving the prognosis and relieving the symptoms of PBC pa-
tients.
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1. 51§

JFUR PERH V-4 IH A 98 (Primary biliary cholangitis, PBC)/& — M8 EIHV IR FRMEIT R, kT, H
R R DA /D L AR AR B 200 P 1 EL A 98 DA R i 2R R AR BT 44 (Antimitochon-drial antibody, AMA), 15A
KIIRTT, PR R R AR AN 38 45 . FHORALHIE AR, R A . K2 HUERE IS #%
FARER, RA—SAENIRPRI ST, R It R R A =i AMA FIfEE. o 3 AR & T Rl
PRAEAR, fi W2 %57, HUGREEFE, PR LLSEEIRAE . J257 %M. MIARSE, JZE &g i
VG . Ak, P PERE AR R AU L LR S R VA 4 AR F B = XU 2 18 . UDCA
A1 OCA 1E N EIRHILANGIT 5%, & PBC BFERHILIBIT T 5. OCA AJ T UDCA M AHEANN 32
fER, (EA R RN K AEFR UDCA Hi. %1 UDCA Al OCA 24, PBC KIHANIGIT R IEEM A+ .
G NI FILE PBC A IR AR BRI FE IR 4035k . b4k, PPAR BB FIHT I =i 2 FXR BN A IEE#EAT I
PRIPAS,  HARAE T Al e s (A S tAE R AR 5T, 40 SIRP1 A1 SIRP4 a7 LA & NOX1 #
NOX4 I, T EEXT PBC BIR RRHLIF LS — 3k, W2 EREH WM. Sk, 7THR
B, ZASMNEFA. A REAT. HHENG. BERELERERA L. G742 Db ek
ERE, MLOER. . WSS, EFERNM AT ZRTT PBC BUS T AR T . #7697 /5 PBC
BE AT PR R GE, 5T RFESEIRI R LA A PBC I 7 B R AL SR T gk R
BEAT [E1 i
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2. AEMRIER
2.1. RITHRFAE

PBC K03 26 A1 50 Z 6 AN [ DR [a] B 22 S AR OK, REEARI PR & B At rp s I, (H
ARSI TR B RDHORE T PBC BRI AT B S I S, X 0T B85 000 1 S R 0 K
THAH KR, HEER, PBC &KIHENERRALIRL SR EIHER, FERWBEN 0.23/10 Ji~5.31/10 /1,
RN 1.91/10 J7~40.2/10 J5, DAAERAACER E R & (2] — RGN [310N T2k H-BAN K F %K 8k
X (EFE F A, EL Bivs, whE. ORI, ENEEFIETINI M 18 W7, 75t %dE, PBC KIS
JFEE N 118.75/100 J3 151, A\ H A o [ (1 w5 B9 2R (191.18/ 1 J5) 21 5 [ AR AR ME (141 B8 975 26(39.09/ H )
ANEE, Hordr[E PBC A% 2 N (204.87 B/ Jis 95% C1199.99 & 609.74), 163V AKX A JESE A7, X
WFHA,

2.2. BfEHLE

2.2.1. IFEMREE

WAL Ty B NI G fh % DR 3R 2 8] B AH BAE AN 9 5 PBC IR A K. BEFT[41R8 W, —JeRB A
PBC (AOR 10.736;5 95%E (5 X [i] 4.227~27.268) JREFIEKYL 5 (AOR 1.511, 95%CI 1.192~1.915) BEAEIR A
5(AOR 1.569, 95%CI 1.292~1.905) 5% {3 F ¥ 3% B 1RF71%(AOR 1.548, 95%CI 1.273~1.882) 5 PBC R i1
REMK., PBC 5LMNKOMRPUERERE VI, X2 H S R thsom 3L FERE. B HLA JEH
Yt () AR E AN R RIE, IR0 T PR I eh e i, S8 S A s i e e i 72 .
WA [S12E M, Jefaih 11923.1 KM K COLCA1/COLCA2 ) rs1944919 I F PBC K 5 etk . Hpx
WEFNAZEERE 5 ANRIMBAFIAT 2 A ZRAEBA S B E R (10,516 B3 1A 20,772 46 REOBEAT 1 B KM
L PBC 45 R4 meta 04T, H5E 1 22 DNHTI PBC 5 LRI 6] [7]. AR EAEM IR E(BE.
n=10,516; fEFEXIIR: n=20,772)i it =% B 42 PBC 5 /&% SNP, 7E CCR6/FGFRIOP £if £
P, % 1s9459874 Fll rs1012656 A EZEINREAS R [8]. — LK FH DU N FE 14 4 5k R 41 DGR 92 (96
TR RN RE T BB 28 B 7S AN B R GA . BFFCEfE T 14 > PBC RS AL, BRIGHT KB 6p21
(HLA-DRA £l DPB1). 17q12 (ORMDL3). 3q13.33 (CD80). 2q32.3 (STATI1/STAT4). 3q25.33 (IL12A).
4q24 (NF-xB)#122q13.1 (RPL3/SYNGR1)Z 7}, i %€ T 1L21.IL21R.CD28/CTLA4/ICOS.CD58.ARID3A
FIIL16 H AR T2 BT PBC KBS A7 05 . B0 ZE 2022 4F 12 H, A FE DN 2 S BRI FU AAH D 25 RE A3 M 7E N ]
NBEFHfE T RZ) 70 /> PBC GBI RN 05, AFERRMAT R I St () NFE[10]. PBC XU F JE Skl S
A7 R 5 A B B Gy P B0 B R AR AR DG, I P [R] P A DG S HRpast A IXURSE 19 22 UM RUSE, (AN 5 B
G g%, B IR BN TE AR IS A2 e T U L2

2.2.2. REEWE

PBC LAZFifk PDC-E2 &) E2 VALY 52 32 R AH OG22 2 S R NHE sl. PDC-E2 i 52 2k
L BEC WI¥ER MRS, JRIFNFET BEC 7R TR oh LA—Fh s 2 52 8 307E Apotops F3RIA
PDC-E2, {H At b Rz 4 AN e ik, X AT LA#RE PBC ALV T 11]. SBE S0 bk EX 4 P IR 457 2%
I %-12 Al IFNy $9280K5h, 512 BEC BRI 5%, 530 BEC WA T . Xf 32 B2 Rifk
H &R PDC-E2 W32, 1K R IR I 7 R A 1 e s S ph . e N R, G
R G5 RGP e 5, VB9 PBC AW GBI R O A A[11]e SRR R tE AMA A TRk Y 40
FESME CD4A™ T 40 M CDS™ T i AF1E, AT T PBC 5i& MM Gy R A K. bRtz 4, TH17 i,
Treg ZHHSFIJEIRHEEN T 4UHHTE PBC HIAWI H RKIEEZAEH . PBC AMWEHLHIH 56 K e 2k 8 32 BRI
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£ 2 S0 R TgM 177 A2 DL RS R A BE 4 (197 5K

2.2.3. BBiE L7 4RREEF

BB 72 #ede B R RS BEC TS, IHERREAHPIIRRF S PBC MARAEFK[11]. HEFR
#3251 (Anion exchanger 2, AE2)& BEC AWM EE CI/HCO; &7, wTLARYT4MEAN pH {EFART
HCO; 73,  MTHTE RS 40 B T SR T i B & B R A b ORGP <, fRY" BEC %2 A # b /K M IH VR
(IR E . AE2 DhREHIG 2 S8 BEC 24, FUNHTT HCO; /b, B3R 1 B J AR e Eh 5 2
JIEE A0 B ) R AP VR E <o A, AE2 ThRERRISIE 2 FEREMMEA pH BT &, BUSETER R
1Ll JEHEAR RRRRAY, AR R SE EL g /K M A A e M, AT A BEC X iH 25 155 5 4 R o T sk
[12].

2.3. &7

2.3.1. —£%387T

fE A HER(UDCA) A& H T A A1) PBC [—2kiR97 7%, KIS UDCA ¥R 97 W] 1842 4 23253 B 1)
BRI KT LT EFIA13] [14]. L tERERmEIM B, 2R NAT 1S, fH
UDCA ¥ & A A7 R [15]. R AT PBC &35 NAE 2 Wiy 37 RIFF 4G UDCA, T AN Bk T IE A AR FE
YL BRI AOIRS . BXFF PBC kUL, UDCA HAITH RIS, RIMERTE LT J5 IRt AESR
a1, LT JGRH UDCA FIBERATE %23 LT Ja L& a5 A FART IR kA2, R AT PR IREAEIR K] PBC #2
Z LT &S KM PBC MIKAZ[16]. AELAHRMEIEH —MRILERM, FEOFEEEEM. B
THATE J2 B 55 o

2.3.2. Z8RTT

1) B IHER

2016 4, FDA #t#E OCA 1E24 PBC 127697, AT LA UDCA 85 UDCA B H TR
MNATEA I . BUHER(OCA)X FXR BA = EIE#FE M, 5 UDCA ML, H FXR Riaedes 7 100 f5,
BEPR. DA gefn - HE AR (17— DikE T BCse it 5077 ROW 8wt st i i 74 POISE sl
ATFIBARZES AN, 5 AT LA EAE OCA YRIT AN EAH L, 252 OCA JRIT I IS LT A7
B S T AT EEB A AR OCA 69T IAMEAT B B (18], — TN 5 BT IbR S T 33 PR 1R 56 1 3 4
AT R, SIELEAIEL, OCA JAJT 48 M HJF ALP MHZT 2 B E F4MK[19]. OCA T HEIEH Mk
MZ T, RARDHIN T1%H 33%, HETEA RIS OCA MK EARFLH[19]. HARENRER
PRGN At OCA WE FXR 2% AR WIE i s, & 2 B 26 BEAR 2 K, S e
FERgERAKT, HiZEHSHETLK, R OCA ] RES 100 i FH4E X [20]. 2021 45 H,
FH FDA it e Ve A, R I TR AL B B 2 HERE =, 70 IO S AR A2 BT 222 98 1)
iE, bk OCA FF RACEE AT A AL (Child-Pugh $£50 A B 8L C). BEAEAT RACEE S oA T # ik e J
WEHE B A A4 ) PBC A& [13].

2) DR

DURER ARG DURE . ZRFL UURE) T J Iod iok 480 A0 P A 184 B A7 800 52 1A (PP AR) I A 40 1 HEL v i A il o
W], E¥)G PBC B, ZEFL VUAFIGA UDCA JA)7 4Lk 3 3 545 5 1) i 2 = T % H UDCA
TRIT (R LA R R AR AR 12 A H AR 28 B SbR i AR A R B 43 LR, 72 UDCA-3E 7 DURFZH A, 81.4%
(69.9%~92.9%) 1 351k B = B 45 5, T UDCA HAH 1 64.3% (51.9%~76.8%) 11 35153 T FEL45 /(P =
0.048) [21]. H—IIWFFL[22]3 M, 7E UDCA HZ57EY7 A ZRFL DR A AT Ak GLOBE #1 UK-PBC
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P4, W] DAk PBC B MKIATIGE - — BT 78[23]7E 49 5] UDCA MEVEPE PBC 835 HH i A 2R 3L DURE,
BEVT 5 4E G HER M Eor, Ludwig (85 5 R348 2.29 £ 1.2 % 1.84 + 1.84, P = 0.0242)F Ishak (55 5 4F
F2% 6.19+2.2 2 4.77+2.2, P=0.0008)PF75 [ Bt H 45473 2 08D o hAh, 48% I RSB T AR 4R AL TH
I8, FFREA I LA IR 2R I (1) 19% 55 35 PR 2 5 4RI 3% (P < 0.001). FHILTT %1, UDCA BEAAFL DURR
A PBC B AR 4EACTE B A PRAR RIE L UV oy o (HS2, AL DURRIA RN R A2 3R EE UDCA
e F R WA R N2 18 W T R SR YLIR B BRI o 7E 4252 UDCA BCA DR 26T R,
HH I 4 S B R I 35 VLI v 1) B A L UDCA B 257697 58 (24 BRZRFL DUHEZ 41, elafibranor F1 Seladelpa
SR PR, T2 RAE, I HRE PR TN R AR RIE AN 8 4 ) PBC AT 1) ALP, HZLZ A
ALP & &2 53 U 15 30 E 1) FeAh bR 547K P [25] [26], R EAF IR PBC #iZid.

3) Atz

— TN PRATF 78 S 7 S P 700 A M 23 P G A UDCA R LA TR 221242700 SR 53 — Tl AR A 72
R T RIS W, 450878 UDCA B A A= 48 5 I A 2R 5 08 0 00, 175 8000 v 2l (1 AR A s 2
VICEAE R [28]. BhAh, —IZERE MR AA[29], UDCA FIFE R T 2 Al (ER) G2 0 i 7 B GV 7 vl st
PBC &5 I8 4 LR A AR AR S e 48 A B AR » (EL Xof i R BE A 453405 B F Fe At 2B Ak F8 A (i ALT
GGT Al ALB)% A 303, HIFHSAZRSEE AR, ARFMRERES. Hik, f£HAT PBCIRIT T
F, AEUAE AR, 456 ERIETACKRE, MZRIEES UDCA 877 PBC AIfgR — M 2L
WBIT I, AR TR HE— 0 B SR IIE .

4) TERFZH)

br LR Zi 2 sh, B35 F PBC KT ZWIELERT & . MU T PBC HIEYT, A TXHESH.
NOX #il5f], 40 setanxib (GKT137831), BEAHLRFIALEMAEN, C#i3EE FDA #7697 PBC I
JLZHEMEIANE « FGF-19 /& FXR 7EE 753 00— Milas, feigimid #if] CYPTAL WA IRVTER 1 & K
TEAEB AR A R I FGF-19 2338 I £ e R RS o See T 700, Rl 22 8 s, — bt CD20 H s et
s, EE R R AR B AR 2R B B B M I H . R BT OO IE B AT PR I
& IgGy IgM Fl IgA PLA AMA 7K, AHEGEE 557 FBCR A B, BAA BRI B5R7EH([30]. ASBT i
#1177, 4 Ninerixibat (GSK2330672)& —Flik £1%: ASBT #ifil57, FFi6y7 PBC &4 IR ABURFERE, H
AT LS 2 0011 I R 72 [31] [32].

3. FEMFIER
3.1. REIANIR

PBC 1 B il #6 s BN ML 44, #2188 PBC AN[Fm B B i I R R DA N =, WA FL R s T
“HRRT . CBET L CRESTT . “BUIKT . BT L YSEIET . CRURSE” SRRIE. 2 RS0 PBC
Fm IR BLE A . P RA3 IR PBC RARENR L2, LU= A, HhJC DT 5 i
NE, BREFMbR. HREAIFE A 2580 55 RN VR, RS i
NFERBEIRA R JG RIFFPIR . UGS B, PR, BREHATE, BHE AL, RS, H
AR L, ARHE, EARFIK34]. ER GB35 EERW VAR RA AR L L, 55 BEEAF KR,
FHESVOARE T ZRBAERT B B =R, bRk 2RISR IR SRS, . JA LARIE R A%,
VBN, FIABRE, ATEM. BSCR[BOIBENNITMIRE . AR A 452 PBC & O¥il. FK
Mr[3718E2 NN PBC EEIRHLE TN, A Rais, BEim H A, 2. HAriman gt
FEHL. FIEW[38]HBHZINY PBC [ LR W IRANAR AL, IERRZhRESS IR 1 8k, 1d57
FREWEL REAT BRI SIER A NINA . Thiy AR BT . ¥ . fE PBC AR LR
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o, BEER AR O, RS ARy FRIUON RS, QOSBRI BERH, i HiiH
2, R, WA SS, HAMEOVFAES, HRHAURTEIRYS, HZERYZ, PERRE. BER
WR[39] B0 FEH PBC HPRELR R 0T USRI # 6. B. 5. B. . BRSNS, 1
REEETTZ T B ABSEAEA R RIBT BN EAR, HIE BN, ki R ouBEe, 5 IR i
W mARENKEEERIE.

B2, PBCIALLZ L It MEL . SR, WAL, SRSV R, BRI E, A
RECARAOE . R . U B R AT

3.2. REERTT

EEXE PBC HINEYT, JFRAIFERAET “BAEHHE, 2 W6Y7” BIEN, 32 o 5300 5 78 g
JETTAR, rh A IR AT 000 LS AR, R ST EE AT A K o RIS [40] B AE I TE IS LABR i Ak
Mo, WP NSRS, SR IR, EREEATIR. FRE41EER N PBC ZIHIEHA, IR
R, MESEACIR, RTINS BLEAUARI I, RUGEAFRE. SR, R9BHA. EITES. PN seth[42128uiIN
PBC i K F 205 T B R BB A S 800 s, IREIRRH . OGNSR, BT i
2o IS BT, SO, R B 3 WIFHERG . HAS I LB IR, SRAE o sE
EHEBIRE, VEEME DR, B3 TS AL W AR IR, BB T TRBH R R
RARIRTE, PP E TR, B R0 LU . AT SRR IR IIAR . ZiE i E. AR
[BOIEERIR M 7 RATEME, Wiy B, (RAes, AR ERsEss, AU ERER . £
43k R E R 7B SF6 EEEdPEL rh EE A = 2 SCRR A P BT USC R R A PR 2 2021 4F
10 A ERZ5ia77 PBC HIREHLG Ml AW 7CSCRREEAT Bl o dfr, 45 RR WP R 257697 PBC ML 25408
W BR P20 (R 7555, DM ON T, SRLGER. IR, WS imEiaTk.

3.3. FHRELEEATT

FARBEE 448 F/NER A G H R BEE 6 g, %, BFHE., 8% 9g PAY. BEEL
15g, HE. ANHEH. B PEFH 12 oS UDCA 697 PBC 3 24 G, RIT4EH LA
W 77.8%, WHRA A RE 69.8% (P <0.05). EAEZF[45118 F RS A2 e TR SEEL.
F12% 30 g, BH. A% 20 g AR, BEA. AIEEER 15g, K. BT B 5. W
%10 g, 15 6 )ik UDCA J677 PBC B3 12 A o , 67 AR PR B8 R 80%, X HEZH 56% (P < 0.05);
YEIT A R BEAEAR SRR N 84%, KR4 52% (P < 0.05). FIMLAI40, BEA UDCA VEIT S A8 R i BAL
T #.H UDCA 77,

4. IG5

gx BTk, HHT PBC BAWNLEMI AN, HERIIARMBILEIE 4T PBC JRI7 2500t Kk
INHMEE #, UDCA =& PBC [ME——Z 254, {H1H 2] 40%1) PBC EE X UDCA N&AE. £4F UDCA
NBEAER) PBC BFHEFIMALLIGIT, W1 OCA FIVURFRZ4%, (HRIMER# UDCA K. UDCA Bt&
2 e I LB I R R G R SRR . PRI, 245G R 2GR PBC & — MR &%, b4, R PBC
R IR ZBE LT, (HEARTTE PBC B TF WM, Bk BRIk =2 oty . KEEARRIBENLNT
XUE [ RBIEFE DAl 25X PBC YT 2K

SE K
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