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URE]  FRtERHERE R (PBC) 2—FMBHEE S riBHtBMERN, WASTA
BT M AT B BT 44k, FFREIL R R, EELKRPIFR. RRRNSHERRTINE
HHAARMERT R AL W) A 2 T DA R AR o i LRSStk B SrdA . PBC IRy T B T2 H AR TR
BOREFFR R, FIERFHIIERER, RAEBRENEERE. AT PBC R—HHENRR
WRERIIR, BEMEREAMETATARAESR, HIATEE KK MGG MBIk
HEER, FXT 2017 KM ATIER 2 % fiR) PBC LIRTREIHTAE, PAEHHBEMEITT L INE
ES KPR AR FEHOERER N, H X3S PBC #iSW7. 1697 KEEVI 77T Ik R Hh 8 %
G, IRV R R RS R A R o A E 0 M AR S A BEXE G P PBC B 2 4.
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[Abstract] Primary biliary cholangitis (PBC) is a chronic autoimmune cholestatic disease and may
progress to liver fibrosis, liver cirrhosis, decompensated cirrhosis, and even end-stage liver disease without
effective treatment. The diagnosis of PBC is mainly based on the biochemical parameters indicating cholestatic
hepatitis and the presence of specific autoantibody in circulation. The goals of the treatment and management
of PBC are to prevent the development of end-stage liver disease, to improve related clinical symptoms, and to
improve patients’ quality of life. Since PBC has relatively strong heterogeneity and the clinical manifestations
and course of PBC can be diverse, it is necessary to provide long-term individualized treatment and follow-up for
such patients. Here we provide an interpretation of the 2017 EASL Clinical Practice Guidelines for the diagnosis
and management of patients with PBC, in order to better understand recent clinical research evidence and updated
recommendations. In particular, we focus on the key points in the diagnosis, treatment, and follow-up strategies of
PBC and emphasizing that timely and accurate risk stratification and proper clinical research enrollment may bring
benefits to patients with refractory PBC.
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Interpretation of guidelines

BEMEBHBER (primary biliary cholangitis, BEE AR EE. BEEAMX PBC BieiAHAE
PBC) B—FgHEH SRR BT IREMERR, W% &, LHEHRZERMAA (anti-mitochondrial antibody,
F R RITEIBT AR T 4k, FrREfk R SR e, AMA) RWMTZNA, 8FiB%LH PBC BETFERN
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R, BUAFEEAL R4 Z B3 AL M. PBC B—FrAHXT R
HEGRIBEN, BENERRANEINAERRER, H
b, DHGTFRERBMAEGITTREY . AT RBIG
RERFES THREROERESMZHES, firt4m
BEMYITH R, RMFER22 (European Society of
Hepatology, EASL) F 20174 3 A &% T RFRHBE K
ARV AR RISVATERE. TREA N 1084, 58T .
Bk, BRI E. PBC BRI 2. PBC IR,
BrsrE. MIGITNEREMENX. PBC R, REAS
S MEIT REFAER PBC. XFHFAMERBIEST. FFRM X
RIEMIIGIT %, WERNIAE 47 4, XEEE4 Y PBCH
YW, 16T K BETI 7 TE )G PRAR A B AR R AT A
FRBENTE -

L FABLFZESERBEFRTARBFROEELER
G ) F) R SA B RARAE E (TI 1),

2. BB F BN A —ELARE TR, FULLR AT
R A F AT AR (L 1),

3.AREARRAG T AR EE YR HE AMA ZA %
% % K EAR R PBC #7149 34% 424K (antinuclear antibody,
ANA ) (111, 1).

A BT BE RAGERT R RELSBEFRATHERE
B fe % i % (magnetic resonance cholangiopancreatography,
MRCP) #:%&, A2 F G4ETH N FHLHE R THF —H
FF8& (1M, 1).

5. Ef ik F i E b @B EFRE S R AT it
ABRAGELT, RES BITREERFEE (O, 1),

6. Vs RIRER B R T AR S fE R Bk, HEEE
AEAR (I, 1),

FiR 6 ¥ RAE X HEIT AR T A2 TS B Bk
RN, PRRIER SRR IRR Y, 5
PBC MXMEREHE . BHREERRIER. TRESTE.
EREHR IR EEFCEE 5 T ARAEERR N & 5 R &
B R X, MAFRRREEWRAZ S, SFL L
BHARESFMAEEGT Y, WREREE, FhE 30% %
YR E B AR TR RERI. R R
EEUT BB AR SN R BN (. RIS, R
FET BN B ERIURE ., B RIS RE BN BEARE,
BT DAHERR P S0 B e SRR R AR R, AR Z R4S
EERSRELEKTEHXEESFREHFNEERE, AMA
%FF PBC M WA & R R MR, ExE8TH
EZEIARRERISHIRREE, R TS a
AE, HREEANEERED I MOEX T N EESH
WG SR AR A,

7. Re it AR b AR A 15 BT PBC AL R T Aot B BL B
(ALP) # & B AMAFEEXF 1 40 (1L, 1).

8. EEAEREENRT, TRttt LeRE
KRB S AR MR (ELISA) #0344 F M ANA[ RAZHE
B 44k (4% -SP100), HAZILEBE G ik (i -gp210) | A
o T B H AMA FH4 PBC (11, 1),

9. R % A PBC Lo mtATAF S R34 E, BRiEEE
42 PBC #FMyk, REMUALE . & SEAAX (AIH).
EE IR AT X (NASH ), R4 Rtk (00, 1).

10. 4242 AMA FadeF R E A48 PBC, #%53F AMA
FeLbdfe e 7 FE 2 SR BB A0 B 0 B ATE O, B
ALY F AT (1L 1),

PAER X T PBC VIS Wil fa gt B L, 5B
fara & 2015 F iR LIRS 4 2 R K PBC WG
JPIRB WAL, ARIEEHE—SEE TR ANA (Fi-
sp100, #i-gp210) FAEXS T AMA i PBC BEEIZ WM E.
BT ALP FrE MRk, RERED (Ig) EKEH
BAHR M AFERPBC MEERZ—, Wt IgM AR E
HHBLWE XY, FEBEHTERR AT ESC R R R
36, nEIET A 1gG ARNN %R “AIH-PBC EBLZAL”;
LR RN REREABRY . AMA [HHEM ALP IE%
FIABEHREDT 5 F00F 1/6 RN PBC, HIMXFS AN
ARG ¥, PBC R4 Z45 M2 T ik B4R
R ERFITHEF R/ NEBERE, BERERBERE L.
2H A2 4 BIRE AR FA O 2 Ludwig B34, 7EARWRISE
BT HETIEMERE R AR IS SEE M PBC %
HMRASG Y, WAEERTNEE 10 FH1ERE,
RHRIEA R H RIER KA

11. PBC #9765 B = 2 B ik R R W 5% R HL 5 K 52 0 &
%, H4txt PBC 6948 K5 RA-F0457 (1M1, 1).

12, e F 5t FEA PBC & 4 #47 5k 5% & o R 33 4% (01,
1).

13. 8 F E 5 T4 BINRE], S B AMLF AR
Y E LA 2K A TR PBC B4 24 4 H X 2R
RREGARE (112, 1),

14. B HEH TAE AR PBC B8 B AREMR K
RRBEER  SHIS888 (I TF45 %), RS HHL
FHRAB%H (I, 1).

15. 5 B A PBC &4 ¥ B 44 2A EBAMA S (i
%. ALP. RAABRALHBE. %G, ol Kt R
MRS 4R, ERKKEAL R MR T FERR S
# (1, 1),

16. £ FH dF A 4% F= ALP T4 54 PBC & & 8916 R4t
B BRRAREY, FALHNF R FEERIE T Z I H
W R Ast B4 p it R A RATH)E (112, 1),

17. 5 B $ T46 & FARE], FH4 W49 PBC £4 4
ALP ) F 1.5 45 £ % {6 L & (upper normal limit, ULN)
ResiE EF, A%EAREH (ursodeoxycholic acid, UDCA)
R ERENSHAAREMRYBAFLAR £ 5
(112, 1).

18. e F A2 A M ARG Ao e 5 & 45 (4= GLOBE #=
UK-PBC) vA £45 #0508 A AR K AR A FL
JEGRFE (I, 1).

AL NASZHERLEZL N PBC BEEHRNETZE. 5
BEfETE R & 2015 FhEEERRFE DTS AT PBC 4§
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WITARE ML, AKEERARIEREZRT PBC BE K
BB ERE X EETIREN. BIEESZ UDCA BT,
PBC {1 8] REHEB H 7 & A FFREAE 56 3 S AE AR 3E 7, LT
A BE Y% R AT R TS, FEERTBHFE UDCA
ZAMYEARIGST, BERERENERERSRALZMEY
MR . MR EERRSE T, MEEEAOER
A ARG, BUSHRUE, FPERERERI
FFHELH i M TS AN . REABRBEREHREE /
/IR A FS AT P T 0 | T B ) R TR AT A AR
HENE TR E S B, (T HA G B
BEMRLEREEEREE / /MR HERREE TN T
ERLE, A EERKE R AR TBKES. RN
TE R R 43 2 R XU B PBC B 18 ALTEALBIIETT,
T 2 IR 8 T B A PR BT H A IR PR B ST R,
A, PBC SBFMEHEN ZH—HHE, MBIREYS KRG
fligh e, FERTAREEITE.

19. 3% UDCA 13 ~ 15mg - kg" - d' £ 4 Fi % PBC &
Hey—EL5, BEAFTEZALBA UDCA (1, 1)

20, £ T 20 AP, ALP A F 1.67x ULN 4= () %2
15750 F2xULN ¢ &4+ o JRE U288 (obeticholic,
OCA) A", EASL#sdhFs 4% &4
#t UDCA f ARk 0 24 % 442 OCA B (REHNE
% 5mg, RIEZHE 6 ANAREIE 10mg) (1, 2).

21. AR 22 B4 A UDCA 74 75 dE AT A48 PBC #= K 4L
#7324 UDCA 34 55 PBC #4 Il AR AL 4 R ALK
B 37 EASL &~ F3#% (11-2, 2).

PAE3&XFPBCIRIrMIMHERL, SAEMEM,
UDCA 3 2 Fi & PBC B& M —RIAIT. FRIBHEIER
OCA Wi T UDCA & R 4£# PBC Wi847. 5 ILFIET,
FEREtIg Y, OCA KIXUE X RS PERMU R T 12 M1,
I 17 ) B K A T bR 2 Bl 1 B Rk A — B R FFIESE
HEKPANE, BAKMBEYUGRITR EERETF, A
B OCA IGITREEK PBC BEMWATH., BERL OCAA
STHEERBRN, 31 4% ~ 10% MBEEIERT. B,
OCA J&YTIY BB E ] I B AT 3 v LB K AR 4k, RER®
FEREL THRAMREEREED FF. FEARKEREH
R B0 L KB BT R vE 2 Y, s iR
TSROV R R REE, ORE 90% MY R NHETE
A, MTBETEERBMEEARRNY, BEEREL
RAFEALA IR ER LI, RARNFHEZRER
A5, BT PBC MBI BE AT . AR HEETT
BREASENE R TR E RN PBC BE A BRE
BRI E R E, EiEETEH, PBC BEREABIES—
EHRTREMEFSE, WilskhTTHRBE R ARG,
X FPIE LT R EIE e AL, 2 A KRB Bt
ZETFEEE Mayo PBC WA BHEA S, #XEBEFEAR
2zeng U, SRR AT A AT PBC, DR
Y1383 837 PPAR o 3 B WA TR A AR AR, AT IR
BRI RENE, BOBEHBRYER™, REERRRN

BUEFFE, SORRE. S0 NAFMEERE DUFRITER
TR EREEA G AN UDCA BT AN SR ER,
EHIA GRS ER/DN, BEZ KRS
St BB EE U, B ERE TR AL IR A UDCA
WITH LB, HEHRERENRLEGYRE U
HEK PBC BE AN AEA R, ML A SRR,

22 FHAEIE PBC &4 b RAATH S, ALY
PBC & sTHRa % RAF. RF LHHIEA R, EASL 154
# PBC &% EFHu R A UDCA. st&AEa s 2 EF
FEH, BROERHENL. AEREZHEZAARAA
TR AREAER (I, 1).

23. FrAR AL 04 PBC &4 A BRI FH AR ZR
& 4 & sE. EASL EHZ3T 50+ R ELRSATMAX
JLET
K4 BETEL W PBC B EERTH BRI IR F,
ERBE /MBS B E LW N PBC, Wf1HFZEEN
Tl gtk TR B SR N E TR, fEFEHE i 22
FIF= IS R UDCA SR 24t U, sl e vl 38 24 R A
WIS ZEHEEAAERABRTFYRES". BTY4E
FEBEEFRERIRE, HitPBC BEERHMMEITHRRE
B, FFELE PBC B iR R 5 H Al B 5 & 5 AT
WL RN, BTER M —EmE kR E, Bt
A B2 R T HA TG &8 B Rl KA,

24. K # 10% &) PBC &£ T AR ATH 69574 5,
k#4525 PBC #hAmds B L 449, €4 694 PBC 484k
#E A EILH AIH4 5, EASL # % 4% PBC 24 LR
MR ALT A &4 (K ) IgG Fats, RHEIFEFLREEE
ERALTAA AH #44E (I, 1).

25. BLA LA ATH 4% 424 PBC % 4 7T 463K # F UDCA
B4R A #0675 . EASL %5 & RE AT £ 44 PBC &
HER S FIRETT, PERGWM L4 PBC B4 T4 KE
R, FEEHEE Lo EE RBEITHET TP RGO RREE (I,
2).

3T RIBAA ATH SRS PBC B, K#fa®
FIAFARIE B I pE, XRBENSHIREDNT : FEA
T3&HM 24 (1) ALP>2xULN B v- SEFEEHEE
(GGT) >5xULN, (2) AMA>1 : 40; (3) HLH ¥4
RAECRRERRE RAE, H BRI R& VLT AIH ¥ 5P HH
% . (1) ALT > 5xULN, (2) Ifl} IgG 7K F > 2x ULN
BT UEUARYE; (3) AR AP ER R mEAT %,
EAREL, FUERSGENBRERETIEASSER
7, EEY, BRUSH ATH IR ATH i8R
BATHIETHRIR AR ATH siE BB ATH FHER PBC B#,
HWARN Y HT %8BT BENSE. THERE / RiUE
FUARIBIAUE DNA ik EE SEBEAEMAR, IS
WY, T AMA T BT SR, HEREE IR R
T, AIH B IS AMA FHEFR A —E S HA
L¥RERE. M LR, MTESEEHTES
LHEAEWEEN, S84 PBC K, RNES AIH &8
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H PBC REWERE, ERHRNFS4M., AT EE
ST A AE R R MRS R I RDEYT . R LR KR
U, ZEBEMENARRN, YR A G RN
EAILHRIGT, EEMTHFRERE MERLE,

26 BHEH EHREHAER, LERAE, TRE
AR AR L., BROPERER—E L PBC A R4 H
g% (11, 1).

27 e HRF AL, PEARNELETHETRE
ik V49 PBC £%, FEHK £, EASL 5 X £ B H41
EFR (1L 1),

28. R F R RAFeh oW, EASL 5K Rtk A &%
H—KGs7. HTHRBEARZNE TG, A%
RiEEREE LAHMAMEER (112, 1),

29. EASL #t H AR AR FH —XE7F, FAMNE
#0150 ~ 300 mg. & THAGAIEEN, ARHHEHE
MATIEEES (R % 6 A 12 A), RE¥mHE, &N
HHEFNFEAES (112, 1).

30 A FRFEHFIRBEZHIMTREA, LER
R, FIRARS) BIK T s R E4EL (10, 1),

3L EBAZHEF LR KRR, BT
HRFE, BAZTIETHERZER (L, 2).

2. FRAMAERTEEFSRIAGEZTHE, EASL
RHEXEHEEHLENAZEARER (I 1),

33 RibEB T EARE T, EASLIEHFERHMEITE
FREH TG EERLEEREE (I, 1).

MUERFE T X FPBC REH XERNEERN.
PBC A IR AT AR K I B A 1S R B, IS B ™,
ZIRITREY 5, REERETTREE R, KEBEFTEMNX
BFRRIFT R BINIEYT . RTEENIGTT SENERIHE
1oL, THRERERAIRR P-4 50 — S ZIBST TR, XHEST
FoIR R, HOA] % I & ORI Bl T I8YT . Tem
WERIE I IEFTA B PBC BB # 4 H PUERE, MRER
TERERSHBEHBITEEKR, BT PBC BEEAIE
REARRIF RIER LR RS, BORENRE N K AHRREE
IR P, AT 50% §9 PBC BEFEREZIOR, REERA—
EHERAGHBM ¥, % UDCA B OCA {&yr th T K
0,20 A g $ B S SRR T IR RHA T AT RE S [ 2 AR R A .
ETTFRAEZERNBEESZAKELEEER, TERY
WY, BEATERE. ATEK. EREEHS, HEk
FAEREAZREH D B R LR,

34. FiA PBC &4 ¥ 4 BT RAHEAGASE (10, 1).

35. 3 F R AL X & R 4k M E 3k (dual energy X-ray
absorptiometry, DEXA) 1 # & & A M7 0300 B R 04+
(I, 1).

36. PBC &% AR M sty ls RIRBIAN LA £ £ D
(I, 2).

37.2F PBC &# kit, —MBRERTGHFIHZELAXK
#5655, BEASL 2R ETRHEMEHFBhyERLEA, =
st FAE ki ke EA A (112, 1),

BRGME PBC BHEE LK H KiE. 5XEFIERY
Lo Y6 KR E 2015 SEM LB B, A RIS XY
PBC BE WG REAMHANREMAEAR D, HEITRILE
MWIEARAN R BRI G —HRFE I, TERTE b o R
HEFHREERR, B4 E D AT KA 5 Rk
Wi, —BE T IEAET —1.5 R RGT R & EN P,
1TSS R EENSITRE., BT ZBRE O AR
BIREAMEEAR Y, L TRESBEkikaBEy
EHEEH, TEREHENEY (ERTHRM, FHIR
ERth. MORBERR) . BEEMKREFBRIMER N DEXA,

38. PBC B A THAAREN B4 T RIER, LELEAR
R HE B, EASL B3I AN EAE (111, 2),

39, HAgdnsE # PBC &4 M2t Beg— AN 4AE, B ATH
KBTI T PBC &4 69 S E N, 3 FEANXK
HHeEate (HAzE 8. {& HDL A2 El&34=% LDL 2 EA% ) 4
PBC ##, EASL #iX# B4 A kAe B) B2 64 5 4 (111, 2).

40. PBC & # #: 52 Baveno-VI 3§ 1 3t 47 &% B K Aphkwh
KeG iR AL R (11, 2).

41, BRAURFARAL GG PBC B4 HARIER b LR AT AR 64
A4 (I, 2).

FRH RSB PBC SFRRIT AW, KT AR
AR, FEE, BT EHAENEE, PBCA
ERGTIeEEgER A, D, K, EWMFRFREEL Y,
WM R R IR AR RSB Z, WY ZEA T, TH
EEEMES., RETRENEETEHREAERIEN %
TBHERN T E K, PABFH N, PBC 8 X A& Bs LAE A
EARLTH, 5SS TEAE SR B R 4% B
M%& & RHRHF AR, PBC B HBHHFELT 4
MBS E, ERETRSTT A AR A ITRT R
ke ERE. R BEBETE—F, PBC BEEAHR
BRI, BHEREFN UDCA RITNE A ER
BEMNRKEELR, BEEEEES 6 MAHTERFNTR
EERT P,

42. % PBC &4 HIATRALF L, RS EGRE (F
$MEEaESEH>51 pmol/L X 3 mg/dl, MELD %4 >
15), RBEWEAIEREAE, EASL FHN BT HEL
¥ (112, 1),

43, I BALE SR A PBC 4 49 &4 124 UDCA
R, FTREMELHLFERE (122, 2),

44, Bi# PBC & ¥ a4 g MiF, HERIARGES
AR EKRITE, RRSERRLE0%E (I, 1),

RISk PBC WAMmER LW, EBT PBC M
THBHENBEEREZ THY, XAEEHET PBC KRN
LW, MG PBC WA R B AR 20%7, §F
BAER G BE AMA BEEHMEN, HREXWHESHE
BEREHAY, BT PBC miEREEE, HILHENTHE
4. BEREMTL. BEEEELERERE RN TBE
#B¥E, PBC BEBAYERHNERMK, BUREKKWEE
A UDCA 677, B PBC SEMZFARTI & FH
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o TISE 44 ZEFER ILEUGRE T A F T MAE e
MEEM, 545 ~ 47 FEEBLEBEXTIMTEARZK
BESr LM TE AE B AT 8 PBC BE R LM ERERE
WERS, HSRENETFEREERK, FMHFER.
FlDHse T

VEESRRAEER i - EOCRRTHRS ;63K - IRSRIBIN
2 % XM
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