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[ Summary ] In 2015, the Chinese Society of Hepatology and Chinese Society of
Gastroenterology issued the consensus on the diagnosis and management of primary biliary
cholangitis (PBC). In the past years, more clinical studies have been reported in the field of PBC. To
provide guidance to the clinical diagnosis and management of patients with PBC, the Chinese Society
of Hepatology invited a panel of experts assessed the new clinical evidence and formulated the
current guidelines which comprises 26 clincal recommendations.
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ohE N B P £k KL IR $T /K (anti-mitochondrial

B A vEBR 3 ME BE 8 48 (primary biliary
cholangitis, PBC, [HFR J5 A P JIH {11 T A 4L ) J2& —
Tk B B S P AT N B IR AR s o o I
A AL i AR e 4 P, AT BE S L R S
W EE R Z M E AR B S 2 e =0 0A K. PBC
Z W T PO B WL R R B = ) A
JRIE R o H I AR A S R B R L T B B PR
fiff (alkaline phosphatase, ALP) | -4+ & it 5% # i
(gamma-glutamyl transpeptidase, GGT) Ft & , ¢ &

antibodies, AMAs) fH P (15 2 K H M
(immunoglobulin M, TgM) Ft & , s Bl 2245 s 2R Ak
PR/ MBS 58 o B 25 4UIHR (ursodeoxycholic
acids, UDCA) IR AR I H 25

NPt HTE PBC B2 ANG YT, rh AR BE 5 2x
W7 o 2 AU G 58, 18 2015 4R R (Rt & P IE
THE R A2 W ATR T RO i LAl E L 13T 1 (5
FNENB I PENBAE S 2 W B SF e 1 ) L 15 R HE Bl
PRI IRA G Y i PR L, TR 12 WAL ih
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JT o ANHE HE AHEAE R LT B GRADE 2R G0 X IR Jit
ISR B AT (R 1) <
U R OLAO R T RS 5

) TR
I B
B (A) HE— BTN il SO XS T RO A 25
AT AR
F1(B) HE— 2 WF 55 A8 T RESE MY 7 S04 45 SR 1
PP 25 R

AT EL AT REDCAS %

TREARFAR(C)  E— D WFFEARA AT BESL IR %77 RO A 45 28
BRI AR B, HLAR T RERUE %A 421

S
B(1) WA 7% T R kT W sl A T )
H(2) B 52 o T 4 2 05 F I 4 40 6%
A 24
AT

PBC 2 2 BkM: A0, v &k A F i a Fog il R
o BT S AE S BT R PBC & SR AU R A
KB R EA B, FEREFE R 0.23/10 J1 ~5.31/
10 7, B %0 1.91/10 13 ~40.2/10 73, UIAL E Fndk
KK S e PR i Bk = 3 A BE B PBC AT
g 2E O . BRI —IES 2R A M L Hh L PBC Y
FRG RN 20.5/10 73, 760 Kb XA 48 7, ALK
FHA,

ENEE/S Ll

TE UDCA B HIRIT Z 015, PBC Y H 2% 52 K805
R ANHEC (DI PKHETY . AMAs FHYE (B4 91k
SEAEAR IO SR (2) TOAEIRI . A Ak FdE b
SR HECA WG RAEAR 5 (3)FER I il =
F1 B BRI FE A RER 5 (4) JAREEIY . BT Ak 3E
I JE K P I A5 I R R B . A9 4 B 1 12
K UDCA (I, B R IR T PBC 5 0 72 o
X} UDCA A=A R & 54y 1) 4430 PBC JR 3, HAE 774
SAEHE M ) AH D A R RE AR s XF UDCA
IO 255 R A FBORE T TG JFE S A A A7 5 o I T B
WEHE (BT TR 48 UDCA AT Y PBC L E T,

Du s R

PBC R Z o] I AR . 29 1/3 R T
W TCATAAT G AEAR L 38 B ml a8t B = e
JRIEIE S . BEEBRUERE , AT AR TR DL
T AU AH DG 1 I 2 5 A R 2B 5 A 91 Hofh A S
PEVERIE | OTAA FH LAY I PRAEIR o

SRR AR S A A

(—) M A= Y F R A

P ALP F/8, GGT B i i Ry F2 L4 1E , ml [A]

IHEEA TN 2 15 2 i (alanine aminotransferase, ALT)
7Fﬂ 35 Z\ %:L @f{ -fﬁ'? %:L ﬁﬁ (aspartate aminotransferase,
AST) Ry B 2 P T o BB R, 103 R 2T
R (FERHRMA )BT, A HE A7
WA

() RfEe i Ar

L PR ARSI (AMAS) : I 7 AMAs J2&12 87
PBC AR MEAREY) , U HIE AMA-M,IEAY 2 i A
o B SO R R S R A 90%~95%'¢ . (H
AMAs FHAEAR T LT 2% ol T P S S , an Fr B
1P VE BT 4 (autoimmune hepatitis, ATH ) e T Y
A& A T I DR T B2 T 0 R GEVELL ORI
THREEGAE AR VA RIS H R R R AR

2. Pk Prik (antinuclear antibodies, ANAs) : K
2)50% 1) PBC 8 # ANAs FHE , 72 AMAs B P 2
Wi PBC 1Y 73 — B B ARG . BB (E L
gp210 il p62 S L 1) FIZ 5. 84 (LA 45 sp100 75 4
HIZ2 A ) X PBC BAT 3 B e . 2548
TP BT R0 T AMAs FATER 5T gp210 ST A R
spl00 HLAARIZ BT PBC 1 BUBREE 43 31 R 23% F125%,
{HRE 5 BEAR = (4900 K 99% #197%)'™ o E—TH K
BIWFSE P, T gp210 HUAR T sp100 HTAAK [] ] B 44
XET2 I8 PBC Y FHAEBUIAE N 100%™

(DB

PBC (3 HAE S B e kA i W W B
AR AT Y 2 H 192 BRAMIT A S I A RE K
JF i LS A, — R BB A R A . X T AMAs B
PE R N I A IBZL R B R T, LA RGRR FE R A k
U] SRR AE P i ik, 5 E AT R AR R A
1% (magnetic resonance cholangiopancreatography,
MRCP) , #& 2 28 N 45 396 17 1k B IE A & 32 R
(endoscopic  retrograde cholangiopancreatography,
ERCP).

it Bf 53U PE A% (transient elastography , TE ) o
F P 34 PE % 14 (magnetic resonance elastography,
MRE) 1] 4 Wy i JUE 6 5, m] FH 1 9 Al PBC 2 # 19
g R

(1Y) 95 FRAFAE AL 2122 00 1

PBC i B~ a5 g2 3R S/ i) HEAE (TR /)
) AP PR AL IR MR VRIS 28 o A7 EAS )
IR 2 329 ELIE i B PR 23 i, B DA P S
PEARAE R AZ , 2 PBC ARHETERR S . 2>50%
LA DR W/ INBl bk 55 AT /INIEAE I, B SO R
BB . Ludwig 8245 PBC 73y 4181 (3 2)
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Fz2 FEEMERRTEIRAE 2B Ludwig 4330

Ludwig 7141 HE 2R A
117 AAE &0 SRy R TIC A DX, S2 43 14 /)N 7 ] R0 LA OA L8 SR A I35 00 oA 3=, 7 ] LI A4 L g P s 4 L B /D 30 h P s 4
T, A 1 IR ] Rl ] AR 1 P L A TR ZE i, RIVRRAE 1 1 BE SR A IR A9 48 (florid duct lesion)

T030T A D] B AR 3 DX R T GBI AR A /NI PN [ IR DX 3204 7T L A0 RELET 394 2, FE2 I HELE 1 A T ¢

I DEA TP 2T Al 1)
IV« PR A9

TR ET ALY I BT AT DX 2 [8) LA 2T 448 (0] Bra A i
ACA DX [ B AR 12 2T 248 0] B 2 B AT 5 B 2 - E I AR P

7SS S 02 W

(—)i&Wrtnife

PBC Wi iR HE L M fb2 fegses AR s &
ARG A I TLEA VAN . W LU 3 Z5bmift b )
2 25 BIAT 2 I« (1) A7AE IR ARG A 9 Ak 2
(FZJE ALP I GCT FH i) , AR AR A HERR T
Hh B N R I A8 B BH ; (2) AMAS/AMA-M, AP
ot H il PBC 4% 5 % A & Bt 4K ($T gp210 Bt {4 |
Pt spl0OFLIAR) BHE 5 (3) 2H 212 B A AR Ak et i 3h
PERRAE 56 A/ INIH A R B4 E A

()52 W

PBC [ % 7112 Wt 1o 5 435 L Al 45 oo PR e 25014
ANl BT N BT IR R . 4 e MR el b 45 5 |
Y SIS SO P K IS AR R, — &l 75 L CT.
MRI S 54188625 B mT & B .

JHF P RB T IR A PR B 22 T AR S s ARG
Al BE FEAG I B R FE DR R A5 F B 2R A AT
PBC 7 255 3222 52 K40 1) 595 [ Anies s 14k A
25 AR5 (DILD 4% |, 3222 32 R JIRAE (s [ an
/NI R PR AL M BB 46 (PSC) | 1gG4 AH 1
EAE 96 N PR R A s/ D B A P P sk
TP N AR AR AR | | 2 B Rl A5 B
(W SEBHZELR B AR AR INERENESE) , LA REE 59
B TS 4 AR 2E 2 200 8 A R TS A P A
SRR

HEEEL:

1.3 ERBEH ALP #/5, GGTHE L, &
M #& M AMAs /8, AMA-M,; X F AMAs 5
AMA-M, AR 2 E , AT — SR EH gp210 HL ik
FAHLsp100 I, (A1)

2.3 FEMBPE TR RA NIRRT PBCYF
24 B 5 Hiik (AMAs, AMA-M,. $T gp210 14k .
FLsplO0 ik ) PR E P AR REFKREHFIEL
WiET A3, B R FFALUER B B T AEMIT M ERE
SHFIET R ERRE (A1)

EMTHEASITHALER: (1)EHRR

S WiERRE,BLARERYEE; (2)PBCEE
EREAREREERERESEFAS (AST 3 ALT>5x%
ULN) , s lig KR & & F H At B A (30 ATH, 3EiH
& 14 A5 BF M BF & 3 DILI % ) ; (3) PBC & & %t
UDCA £ & fERT (C1)

4. FETHIFRRAER 2T A2 H A
PBC: (1) RN ENREWMALPFIGGT
A, BRGFREHR TSR KREEE
FH; (2) I 55 AMAs/AMA-M, FR 1 , 5% H ft PBC 4%
S B S Hk i gp210 Hk 5T sp100 FL AR ;
(3) FFiEM B L AR A IR M BE B S A/ N R B R ER
RIZE 2R EE TR (A1)

£ .PBCIIIEYT

(—)—&iRIr

UDCA J&£3497 PBC i —4k 254 , Z 10 Bl AL X R
TR 6 A2 A 3B E B UDCA (13~15 mg-kg'-d™) 1
PLEASE PBC B E B AL 2R AR IE G2 i AR, I 28
KA A 2 A & UDCA F &1t
JNEF (<10 mg-kg™-d™) ,PBC RFIF i 22, I,
K WA TT 75 3 A VR AN B R O S ) A
UDCA 7l & . 3 & 7 i UDCA (28~32 mg-kg '+
A7) I oG B ) 2N PBC R I IR
REE L BLA , 7E PSC B TR IS B, R
UDCA (28~30 mg-kg™'-d™) Jiz 11 23 38 i £ 3 A 7™
AN RN B KU PRk, B A RS R
UDCA 13~15 mg-kg™'-d"' I F PBC W96 YT , Al 431K
B — R, A AR ZY o [ e 0 2% ke 0 e
PR 0[] B 22 /0 4~6 b

UDCA &4t Raf, HARRRNED, F84
FEIETE JE K R EE G I B N A AN
1525 . W/ DBUERE 2 B 8, DUKCORRETT 32 259
RIVER

(=)= 28y7

X T UDCA AR B AR B R T 22
HEAERAIR, TR LRI . Ebs LA Z R
UDCA JRYT S AE WAk 2= 2 i b i (R 3)1 . I
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R3 R MEMHITPEBAE 58 19 L AL AR

SO 2 e I ]

TE X

EEEBARAE 12N H  ALP FRF40% 8% 2 1EH

M BARIE 6/~H  ALP<2xULN

CLEE T frifie 12 ALP<3XULN, AST<2xULN FIHZT Z<1 mg/dl

e 22 11 bR 12~H  ALP<1.5xULN, AST<1.5XULN FIJHZL <1 mg/dl
2 ZhrifE 244 H  ALP<1.67xULN

FENE PR 1241 JBZLR, HEALEE

UK-PBC 143 1280 LS, /MR UDCATEYT 1 ARG IIRLT 25, ALP, ALT 5 AST; il 54F , 104F, 15 4FAE FE5 K % UDCA T 24
PBCGLOBETSr 12/ JLERAFHY , UDCAVRYT VARSR AT 2 ALP, AR, L/IVHE; 000 3 4F, S 4F , 10 4R A A7 3 KO UDCA 1 B 24

1 ALP Ry Bl BRI s ULN O 1 5 (1 FR 5 AST Dby R A2 W 24t 5 ALT Sy N 2R % 2 ; UDCA Ry RE 5 IR R

WA TR AR T YRR IER R Z AT
TEAG 40 PBC (I~ IV 31 A PBCC T ~ 1130)) &
HAACRI o BLAk, TE R 2 R R, 2R
ALP>1.67 ULNVE R AE AL 2 AN Y B B hR il
o R 2RO RIER L UDCA BT 1 AEAE R PEAG 24 1k
N7 28 BRI ) A5 B ARS8 R iR T 6 N H B A 4k
N2 BAT 5 124 A AL B A e

H i PBC 1 43697 254 = 2 A0 F5 B8 DL IR |
DUREZS 254 L) B A M A A%

1. B DLHAR (OCA) : OCA 2 H i e — 1 Wk 6 [
FMAEIRIT I PBC 254 . OCA 2—Fh 24 ik
B KR I R SR, 1 Ry i R M 1 Je B X 32 Ak
(FXR) SN, w400 JE 2 o, Pk il 2 A £14) 38
NI AR R B B LA %tk . Ie4h,
FXR {55140 0] 52 RAE A FF2F i dk >

OCA T LAk 3% % UDCA A= 4k 1 % K £ i PBC
BE AR AR A B e . T TR L
MU 2 A6 BRI RIS 7R, X UDCA A= 4k )
S RAE DL B AR T 2 ) A, i BB OCA
(10 mg B 5~10 mg 51 &% € ) 1677 BE b 2 s
WEAE AR bR YIS SR TP ORI 55 2 A B o — T
REAIL OSCE T PR3 56 0 0iE 52 OCA 7] DA i 35 F%
AT UDCA AT 32 58 225 R AE PBC 35 1 ALP L2
fRZT 2 L4 &, UL K GLOBE 1 UK-PBC ¥
430 MU RIS 1) J5 22 4140 Hr 7R, OCA ¥R
J7 34F )5, 17 19 PBC (3 1 I £F 2 Ak o 191 A R
AN = v N s i R U S
FaE™,

OCA I EZRIVE AR = 07, ok A= %53
SR T7% F33% > o Horp e RE Y e AR 2 R e R
PER S BLA , OCA TR YT i AT S S ey 285 3 I [ st
(S (EP e | Y (K= X AN o e ST

o BEVE R R 1 48 R OCA ] 8™

H TG AR, 36 [ Bl A 24 1 28 3L o)
OCA % Hi8r ity 5 | B i FL A 0 300 s A 2 2 (o
PR o HE K B B R K h 5K AR e AU R
A B A R i /N 2 ) R Y BOR 2 OKE
OCA HFRACEI i1k B, 72 F TR 0 1t Ak
B IS 28 W A S R

2. DUREZE 25« DURRZE 25 (AR DURE R L IL
RF ) T 3 2ok 3 AR A ik A 1 B ) 90 A2 A (PPAR)
WEIIHIR TR A B, i — IS FE AT R, 5
UDCA B.257897 L, UDCA 1564 3E 1 DL Rk 38 4
Hi 2 ALP . GGT  IgM K H ik = BE 7K, {E % 5z ik
SRR ALT KPRl T gt 22 5 dRis N
R A PBC AR MK TS AT A

ZRFL LRI RE AT DLk X UDCA AE R 28R
FER AW E TR bR . il —T 2 ol (L 2R
FI T BRI A 3030 52, UDCA B4 R L DL A ] ke
XFUDCA A= A6 28 R AR R E 1 A AR TR FR . 2R L
DURRA 1] 035 PBC R R FRAEAIR D . EAh, H AR
— TR [l s A B 9 B, L DU Tl 2
Il X7 UDCA A= fk B %% K £ PBC 8 35 (ALP>1.67
ULN) (1) 42 BRI IR DG S8 3 sl RS Al oK 2

DURRZR 25 ) d5c 5 WL AS B A B 455 I T 5
it R LR TH 5 A, 78 DR 25 9 10 FH ol
o TG LR BB B B AR R R

A B NEEARAIF Y S5 AR R AR DR
FRFLULRRFE PBC B3 19 A AR 2B A R ) T AH 24 5 3
s DLRR R AR 2 B R & (1 AUR K - se e+
ARALDURE Y (B AR DLREAS B RO S A2 1) K
AR TR DURE

3. A M2 A M S R A 2 AU R TR
T I P9 ELA 25 s 1) o T R A PR L 4 B LA
FHAHXT A o A 245 0] 30 2o 4 B T 38 38 22 A2 0t X
ZAR(PXR) 72 5 IR IR 04 K e is )
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R

W00 22 v iR 1 Bl LT BEAF 5 BN, 5
UDCA 2535 97 A1 1L, A7 b 45 75 (6~9 mg/d) BX &
UDCA(15 mg-kg'-d™) fig B 4f k35 PBC AE 34 1 A
fbFE bR AN dL 22k e o ) —I5 /N AL BE B X
R PRI 6 & IR AT #2375 (9 mg/d) BX & UDCA (12~
16 mg-ke™'-d™) A] DLk 38 /8 35 AR Ak d5 b, (HAL 21
UGEIAI B ST AR S SRR A FEIK PBC
SBEIRICR SRR W w7 i — 20 5%

FERG ] PBC 28 v A b 23 1 1l 2 Tk e T
15, AT EE BT K ot A T B A T AN R RO
WG, AN 77 A b 2 1 A Ak al 1) K s e
BE

(=) PR Ha

PBC i i 2 JFH 16 e AC A2 0] O s AR 2 7
T i ket ke e 2 o TR s ), ELZC AR I
15 (model for end-stage liver disease, MELD) 143>
15 43, 8% Mayo XU 3 43 >7.8 41, 7] 25 JE AT IF 7%
RS Gy A 7 EE A P R R A 1Y
BRABAE

PBC B H MG KA R (H R —
ER RN . FFRHS 54F 10 4F F1 15 4F /Y PBC
525 RV 53 51 R 229% . 219%0~37% F11 40% . JT#%
FAA G AMAs AT A] #22 FH I, I PBC &2 & 1912 Wi
T BRI A 2L 2E R AE (AR AR e M i I 1 B A 4R A/
sl AP IR A AR ) R ZE b2 S IR
M5 52 & W fa s 3R AT « IR A IR i 3/ R
Je IO FH At 58 B 50 LA K H BBE T F IR AR ) A S
Pon, S v s ml A L, RS R A 5 N IR R A
AT LR A S5 82 & 5 (E 55 — T o8 42 o, T 47
PRI AL B TRAR ARG 2R B &5
FLAh 578 B R SR T A B EIE IS/ RS A
ARG PBCE K nl BRI AN RS AR AR H B
Tt PEAd FH UDCA AT A ZLREAI PBC Y& &

EEENL:

5.PBC 2 & I ¥ # O ik UDCA (13~15 mg-
kg'-d" )BT, RS —RRA, BT EEFRED
SEMNEETL, F REEAZE UDCAFIE, (A1)

6.UDCA & fr 6~12 ™ A Bt 5z #E 17 £ 40 By &3
o WERBREHEE (FEFSHA 1 ~TH)F{E
AEZRItrAE: UDCAETT 1F G, ALP K AST<
1.5xULN, SRR REE, WHBAEE (RESE
SHAM~IVH) A{ER B 14RE: UDCA BT 15

J&, ALP<3xULN, AST<2xULN, B 4T % <1 mg/
dl, (B2)

7.3 UDCA £ M E AR EHWEE,AIMA
OCA #H1TEA & BYT, FIEAH 5~10 mg/d, XFF BHI
BB R EEG (R FERR RE
BEEkE KA M) R MINRE R B RiFLE M
INFRDE L, ZBOCA, RIEZE\FELEEEH
OCA,EEZ RN EREN (A1)

8.3t UDCA M ERNEMEE , W ATBKEFIL N
H(400mgd) HIEFENH(—MERAANEH
200 mg/d)iBIT. AHEERELAREHEEFER
TR, AN, ERIS LAY, FERK
MRRZGWEFRGER(AERELIETL),
R EftHXBER.(B1)

9.3 MELD #43>15 45 Mayo 1£43>7.8 538
SAREHFELEE  AFTEEMEMRENE
&, it TRF B E TR (C1)

10. FF %48 5 T4 4 (E F UDCA &7, AT
R > PBCHE (A1)

11. BRI T B B HEREFPBCHZER
KRB I AN A RiEE, (C2)

(U ) AT XHREPR AN AAE 193RT7

L Z 03 % 2 7 00 B T 2 T A A He A
SR Z JTEE N, AnEE i S-S A B o | E
MR BB FIMARAE 45 , HFEATHEXEIRY Y . HAT
X Z IARB AR . ZEF T I UDCA |
BLOUARPR RG] PR AgR FPE FR R
W) Je 1k e = IR AT RS AR AT I 3 AR
PBC & B 57173 0 T SR Je J2 15 7T LAk
# PBC B Z JAER M o —Easig

EEENR:

R2. BRI HMEHMNZ WS RERTHEY, N
FERMMSIEZTANEMEAZHITET,OR
. BF5h B & %95 14 & 7 . BE BR [ 55 70 30 40 7
%.(C1)

2P . K 70% PBC 35 HBUR I, IEx A
TG R AR B HATRI R R Y £
BLALFE G RI M R AR B R 28 A2 (A BELIT 77 45 , ot
[P 1 A S AR AL 0 R IR T N IE . A B S 3R
AALVURF AT REAT B T 22 PBC BB AR R

JRT TR 2 G 700 25 M e R TR Y TR PR I — 2k 2
Yy, HEAE TN 4~16 g/d"™ s SR, HeTit A2 M4 22
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Al IR AR AR AR AERIVE . Sk e T
L2458 B WAL, 25 ke s i g R HCAth 24 ) 1] B 4~6 b
MRH

WA B E BRI A7 %5 kM i, Tl =425
IR o 25250 1 2 WA A1 BE A 2022 A IR Dt
RG] iy e 50 o FOHE R 1 150 mg, B K
2o X T IO PTG % 600 mg/d. {H
AR A] O™ AR S PR 0l A A
IFS A A B REEEWLEE
/N3 R (100~300 mg/d) , I 7™ %5 Wy ) H: &)
YEM .

A WG & BB R 2 32 AR AE BT B T 0K
P (H T RE S PR MAE IR o I R AIL I PR 55 AN
Je SEF ST R W, F DK S 0 IR 8 36 X6 o i 4
P & T GRS T if , B2 I 2] A 3E 1
DIV AN BN K A o S R 4k M 250 — b i
PEBT Fr 524K « 32057, BHT#E B A et TR
J7 PBC FR 3 il [ PR PR

REMS TG T 5-F2 (0 e 1 FH B9 25 9 4an &3 1% =1 3 f
A AR TR R . A BESHR AR A MR
A V- AE S0 Ry TG B B 22 55, (EL 4 il MoK
JF Bt i /0N DR 28 e s g o A R 2
XF 0] g R BR324 U/ g I 34 B R 25 9
W) 2% 5 A0 T I AR 36 Hh 58 7 ) 6 JIE 05 o L
A —EITE

HEEENL:

13. B3R IEGRR (4~16 g/d) BIETTREN—%%
¥, EEENSEMAY (L HELUDCA)ER4~6 h
AR A, LL3BE 62 54 M EL 4t 25 90 G IR UL (B2)

Y. ERGELNNA W ZHEERSE, AT
it A % 48 T8 X 100~300 mg, 1B F /= 2 15 1 BT o
ek, AR B & B0 WT B ) B A9 25 W M BT R
.(C2)

3R H A T A I HRE Y A
TAHWR o B TR ER HR T A 50 sl M) AR e 4 R 1 T
BN TR  AERB R Z > A H
A A R, AT S AR Ak T P i A U,
PRI K | H 25 50 45 o AnAl AR, al fill
FH B BE 25 1 4N 6 2 2= A Bl oG 4 SRR, UK i
WA W BEAILXE B PR 6 ik 5 A B E 25 49y ]
Zefif 1 ARFREAR (AT BE S BRI EIAL
FRAB S B w5 A AR

HEEW:

15. FIREZBFHIEATRRIBTT , ARXE
ENXAERZEMIALER, MNURAE,
A FAERFE 2R AR A R R SR FR AT 4R AR EL A o (C1)

16. EO0FTMEERMERNEE, T=KLELT
ERERm; NMAERE, TERAERZEHAA
Y EMRIG IR AR 53 i o (C1)

4.8 FTHAL AP 2 PBC R UL IF:
FAE , AR E R0 A UF A . PBC B E
TR B A B HRR R 20%~45% , (E T RS M A0 25 ) He
TR AR T Y XUBE R R AR AE R D RIS |
AT PBC 5 H B A IR o

XU I R 6 7F PBC J8 35 M7 38T A 4 il
— TR ZS BT SR 5 — OB R R R B AIK PBC
B EPTABSE Y AER flr i — T REATL G BRI ST
R, 5 3 FROBURE R £E BTG B R £h 70 mgy/ ] Sl BE
JBE IR ER 150 mg/ H AT S 338 0 PBC S8 35 1) IEEAE B 4%
JE, et Rt AU IR R v] 58 5 B0 ik
ik HE I A R A0 B BB AR B L R
£ i ki 5 8 H AT AR T I 1 N
I AR

PBC B H WA R E Z D=, XA
ek R D=, @b Fu g R R D H M 25 %
Fedk A D KA F] 30 ng/ml LA Y. X 50 %
DIE AN, @ W ERETHALRENS
(800~1 000 mg/d) 5 XJ T~ 42 52 H JU b #8 I I7 1 1R
F B HAMFE 500~1200 mg 55 F1 400~800 TU 4
HFED AN, HEAEFE D T W S AL R 4
77 800~1 200 1U/d “*, — 01 k3] 3 4F A fF 5% &
B, 5 RIEZIRIT R IR L, 2 i R D 45
FIREES 26T 19 PBC R B 9% B4 2K b k7

HEEEL:

17.3FTEPBCEE , LEREAFEAL, M
BEIT M5 48 4 2= D KRR, B A8 R
XUBsE, (C2)

1. EBERARENPBC EE, EHE TR
B HE T FIENES 800~1 200 mg. 4E 4= D 800~
1000 IU, ARG EB REE# . (C2)

19. B R BR A iE 28 2 R {8 A XUBE R 2134 77 (B
T BEEE L 70 mg/FE =X A VIR ER 2h 150 mg/ A s E Ath
ERZ5Y ) ;BEEREFHKMKBEPIEENH,
F R W B fn KU (C2)
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ANNE27 SR

(—)AMAs 1% PBC

PR SCHERHE PBC L E 1 5%~10% ) AMAs ]
PR Fe FHRE N 15% , 25550 , AMAs
17 PBC F1 AMAs FHAE PBC HA ARG I R 30
FRFRLRE AL A AR RS A RN AMAs
1 PBC AT AN R R a5 PR LA A 28 /I 25 AR DG i 3R
WaBEE™ HES G A B 5w ™
TgM ZKE A (AN A FESEPEDLIR (BT gp2 10 LI FIHT
splOO L) B T i 77 42 E AT Re AL
XS RIS f A s E 7 B, i A A R B
AMAs B PBC f8 35 JC I AH OC 8 1Y A= A7 26
7o L, Syl S A BRIE T, BN AMAs &AL
gp2 10HTAAR BT sp100 BT 1k A A B Jist BT A 3-8
TR, S EA T 2R A LU R B B 2

() IR PBC K Bl AMAs PH:

MR R, I RTT PBC 235 AMAs BH
H R W R IR AR Y g 2= 46 A% (ALP . GGT) 1E %, H.
LA ¥ JC PBC R I, (A 7E Bl 1 1 72 b i
PBC T o Wi —IATaEME: 2 O BRI 58 &
L, 7E AMAs PP H ALP 1E 5 A BEHT, PBC Y S 4F
BIGHEN16%' 7, 3 H B ] 1 — A B R 5
A8, 122 B4 AMAs FH P # 28 3 °F- 34 5.8 4F 19 Bifi
Vi, A0 10.29% #EJE 5 PBCT™ B A — I 78t &
P, %26 1] AMAs BH4: H. ALP 1E 3 1 PBC — 2% )R
HEAT R IE 8.9 AE MY VT , AL 1 1 (4%) T 4 R Jeh
PBC'",

i Py — 3B e B 5E R B, ik 80%
AMAs FHPE H ALP IE# 34, £ #EUESC R PBCTY, 53X
— 2 P 5 B b — 0 22 PO RS AR 3 R I
FEHIHEIR , AMAs =7 B 1gM T, DL ALP 3238
IEE R S 20 2022 1 31 PBC 3R B AY T
R, BB X I T R ALP IE
WABREZBERE CCTE S TTHE .

A AT L, T B Al AMAs BHAE {2 ALP GGT
IR | HIJC A P 400 5 AR L 20 K B
Vi REAUAT 343 Ak SR PBC, IRk H AT ASBE S
W R R T PBC. SISO 2 A A 4 10 T
JUE A= A8 Bn 8 Ak 5 Xk T A 0 M T I R E A
IeM . GGT Fti &, o] % [8AT A SUE A, W 2 15
FETE PBC.,

XFFRE B PBC A= Aol 4 4Lk 4 2, L
K2 T UDCAYAYY o XF T84l AMAs FHE 5
T B ZU2E PBC R BLE | 1% JC 78 43I AR UE 3

17 UDCA Tl p5 IR YT o

EEEL:

20. 12 AMAs 8 AMA-M, A4 , 18 FFBE 4 1% (45
512 ALP.GGT) E% . B L H B4R EIE 17
&, MRS A PBC, N EF iR N E
L1EiR, X THREEFRERKIERE. IgMAS.
GGCTHEE , TEETHALEK, PHEEEHE
PBC,(C2)

(=)PBC-AIH ESLE A1

PBC Fl ATH 2 AN ST 19 B B S sze v I, (2
AL LE— 15 £ R Bl ST e B, Bl I BRAs e R N
HA AIH £ 1E 19 PBC(PBC with ATH features ) 5%, %
PBC-AIH & 2 5 1E (PBC-AIH overlap syndrome) o
A2 #INN , PBC-AIH & L5 A 1F 1 Ak J& PBC &
HA AIH 3845 5 B . am Bk & 3,
PBC-AIH E &AM AL 2% LR RS
PBC AH A , $2 7R H & 25 & 1 7] fig /& PBC 19 42 5
B,

1.PBC-ATH & LA 1E B2 . H RS FE bR A
B2 G — IS WibR e . J5c i G B pR e B
SKAF A PBC AT ATH = 35032 Wik v H 1) 45 19 33 ( [ Bl
olCE AR ), BV AT a2 s Horf ATH 4 812
WA ST A . PBCI2WiAR AL 45 . (1) I
ALP>2xULN 5 # Ifil % GGT>5xULN; (2) Ifi i
AMAs/AMA-M, [P 5 (3) L 22 R TS X
JRAES . AIHZ Wb fEAL S . (1) IL7F ALT>5X%
ULN; (2) IfiL 1 TgG=2xULN 8 2 Ifil 1% H1°F 1 L4 14
(anti-smooth muscle antibody, ASMA) BH¥:; (3) i
JUE 2 22 4 7 v - R AR L A TRV SR TR 1) R
FESRSEME AR -

“ILRLBRIE" T ASMA FH M B TgG=2XULN &2
Wibs i 2 — , (0 F8 [E PBC H & ASMA BHM: R,
HL M7 1gG 7K SEAR 2 =2xULN"™ | [R 12 b o 2 7%
TR E R E ARG BN — T T RS
FER I, 7E PBC & T 1gG>1.3xULN A9 AH{H i
HH R 2 N A5 BB PBC-ATH TS 25 S F B 5 1Y
U EE Ry 60% 5 53 5 R 97 % , T L B bR (1G>
2XULN) AU RSUREEAL R 109%™ . Rk, F AT U AE
I =B H P 1gG 2 Wi FHE IR 1.3XULN, It
A, A WF 5T F BT ds-DNA F1 AMAs [a] Bf BH 1 X+
2K PBC-ATH BB L5 A 1F HAT 98% Ay HE S,
R ILIZW A FFiE— 2P Bk
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(A R R 2, 95 RN RR N () & A AN HERE fif
FHE R A B 5 IR /N (TATHG) & 22 5 ATH &
VTR 2 40 I SR AL PF43 K12 K PBC-ATH B S48 &
AEST B AR P43 R G R EE X ATH i€ , I
ANIE T PBC-AIH &L AAERY B . HaR AT
PEOr 24P AMAs BH s sr W H |, o] fig il il &
CEAMEIZWIAR L o 1 fai AL PF43 22 88 AT R i
SLRA AR S W, R S N E R
BIT

2.PBC-ATH T B L 5 1EMIAYT : PBC-ATH S
CEOE B MY TS 22 S — %) PBC 2% ATH B 3%
B 22 Bl E PR X F PBC-ATH 8 & 45
HIEMRIT AN C G — T 58 . A SRR, BB ik
A2 Bl I G B e MRS |l R S B 25 4 (A
MO 22 25 W g At T B ) R A YA YT TG R
H A A B R W — 0 22 R [ B AT
% N, 1 B FLIE R & PBC-ATH H & 455 1E B *f
UDCA B 253A 77 R AMER IS GRS R R R
A 1 R B DR AR IV B UDCA BB S e 37
FIBIT

EEEL:

21.PBC-AIH EE L F RIS BT, B £ 2
PBC =& Wit EP A EMN B, #E AIH =%
PR AERREE (1425 143) : (1) P-EEMKE
YR SR BBEE SR E & ; (2) AST 5 ALT>5XULN;
(3)IgG>1.3xULN 5{ ASMA PE'4, HAAFARAFE
MEER-EEKEHE. RAEMERTR, 212
BEEESMUEERME(C2)

2.0 EHERTRIPBC-AIHEE ZS1E
#£3&, A A UDCA BX A S i il 738 97 5 L vT {8
FAUDCA BHHRET , NERNERBNAER
I IF &7 . (C2)

B.WEEERAERERUMNPBC-AIHEE L
BIEERE, NERERMEFET, BEERE R
FHRWGRT, AR R RB S HMIER 50 mg/d
oy M5 & & Z Mg 0.5~1.0 g/d, (C2)

(P4)PBC-PSC H B2 1F

I — {51 F8 3 {8 ZR TT LA J) B sl R 44K 1 B PBC A
PSC BY4RAE , Bk 22 4 PBC-PSC T & 45 44, H HT 3¢
HRAUBR FAN R 4iiE . il — R siib B85 T2 5 H
1 10 5S4 38 v Y 12 461 Bir 3 PBC-PSC & 1
& Horh R ER 45 1 DL PBC S  , 7E#12 PBC 3 H

Z 184 J5 R Se iz W & 1A PSC . H AT JC ]
Wi B2 W bR , 385 AR [R] i 775 PBC il PSC 7 A
P 9% 1K) 12 W7 Bl AT 12 W PBC-PSC i & 45 & 1F .
UDCA Sk I — IR Ir 49, A RiER B E £
fdi FH UDCA 750 mg/d J& 97 , K¥Ep4r v AR AL
G2 firr (R HA 0105 i AN B A

(1.)PBC H & IR

Il 58 2R B, K 280 PBC AR 76 4T Bk 19 1)
W TE AR , B ER A BT AR PR B R e L (1
7R A A e bR AR 4 R A RER S R R
U AR A AR AL 2 A B SO 2 i 11 XU 1
fnteer s O, B PBC 1 Lot R R AT M
TR 6 O TR K R, T AR AR R P B AT
Bkt JF S AT R T, DA
JRUBS:

PBC % 4T Uk 1 Ik F UDCA 4 SCiik /b . 78
KA IRIANG] , 4 H 457 UDCA % 2 000 mg/kg AW
Z2 3 B B WG JLAS B R CAH 24 I PR 590 4 1 29
100 /%)%, ZELEURI T 4 BRI BRUE (intrahepatic
cholestasis of pregnancy, ICP) & 1, 45 3 £ W H
UDCA M50 . #2526 43 Hr i 78 UDCA R YT A
RO ICP B FH AL . 5T UDCA 78 M 2211
3 A B E SRR Bl 1) — I R
16 1] PBC H # 7E 22 B4 4k 4 I T UDCA JCJG JLAH
KEIVEY . B0 LI 5T A T 4491
SIAN 12 B F 3, Y ARG G LAH CRIVE R 7
IXLCHIR R B, RSB (8] 4 1] UDCA 22 4 PR F i
AR R, I 2 HE 3 3 R AR R A AT UR T ) 4k 2
i HIUDCA , LB 1E PBC 9 i % .

T 5 UDCA A 7 FEE L o JE 31 R 7K S 1)
A R AU DB R AR R BT UDCA 19 &%
o fH [ 2 OR H R RO B s — Bl 2
UDCA (750 mg/d) i J7 5 19 Bk 2L IF A A6 D 2]
UDCA"™ . Feift i — 3509 9] 2 1 . i 7R, UDCA 7
B (B 3K 1500 me/d B ) 6B 3L AH H 82 & & 5

s, i LB B IER . WAk, AR R
1CP A& #0130 rb i BBy R vk 3 & T AE % A, i
UDCA J677 AT R A4 7L A R RE R A
K, L UDCA BRI AT e R 242 .

EEEL:

24. B HAPBC BE W LUTHR, ECH @
BEREBEHEENXKIE N, BROKER
T~ UDCA iR (B EEREH ) 2REN, 7
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ENEHENRAZTINMBEREENEMEN A
UDCA,(C2)

(73) F 1% PBC

REAE SCHRHR 18 PBC BB P 5 SRRy He 4] 24
100 1, H 23R FE PR A AR RE , otk
SHEVER N 6.2~6.9: 11 B 8 2 PBC AH
Kellfe ASREAR ANREFE L = 1 LA I TR LA B IR B He
i, B A T Lot R . B PBC R 1K
a5 AT AR 3R E R — A5 DL R &
K —IE 5T 480K, PR A U5 A Ao M 25
I, B R A RIS WS 5 R IRATR O FI
Mo BEAh, 058 KB PE R PBC 3 & AR T 41
J5 (HCC) py Al 57 & o PR 2R, Bl 2o 7 v 7 58 in
HFREEMHCC,

EEEL:

25. B FFFRE{L 2 PBC 2E 4 4 HCC BT
AREREE, EB 6N AEEREMEST/SHRRE
H (AFP),(B1)

(&) A IR 1 PBC

JRAE e 2 4 B 22 P R 25 | 1 S /N IR AE
SEA IR, S SO/ A o3 54 R R i AR
o WA 50% LA I A X/ NI IS %, B Bk A R
B IH K 48 & {F (vanishing bile duct syndrome,
VBDS) . HHAS Bk & PBC B A A A i 25 )
fa ks RIR AL R IR FH UDCA I AN G
UGB IR G RR B, ST IRAE Bk SRS IR
TR IR B A O, IS i R R B 2 Bk 91
P4l PBC B F B AR AR R 2 —

YIRS i

HT, 28 UDCA MR YT PBC B AR Tl 5
CaA PR, BHNMREZ UDCARITE W
PBC 3 54 (10 4E TCHF RS A A 47253 51 R 78.0%~
86.7% .71.1%~74.3% ;5 - HCC K R 24 1.62%;
SAERMAE KR AR 3.81%~4.31%> ", T BT
Ak ) IS 5 22 , AR RN 2R A 1 4k PBC
BHE ST B M A A R0 77.1% M
35.9% %,

AR SCHRGE TR F 2 CREEAR M
GLOBE"™ Il UK-PBC"" PF- 40 1 R0 p A 138 I 17 5
JH R Ak 53 AR OC g F8 b, AT LAAE B 15000 PBC A8 3
SAE 04 RS E T AEA AR . XA E
FEALEE T ETE N B 2 B AR g e, S A

D TN ARE AL T AR GLOBE (www.
globalpbe. com/globe ) I UK-PBC - 43 (www. uk-pbc.
com) TFR B A%, 5 BEAE A OGN T b AT 7R 4R
.

EEENL:

26. A] X A J5 #£ 2 ( 40 GLOBE #& & ,
UK-PBC ## ) 5E {4 PBC 2EE 2 UDCABFE
KGR (C2)

+ A K B

(—)—G g i (B e 12 Wr)e)

PBC F8 3 G2 B 57 &9 1) AR 386, 3222 3R R
— R RR R WA IR AR . PBC R
— 23R B AMAs PP 28 535 13.1%, A 4H 2k (4 FH
PER A 207%™ 87 o Ao L Lk A] 4 3
] o AT i . SR T A PBC R E — R E I
UESE 1 A FE 2 (O 30 %2 UL 1 PBC — 2 &
PE % B i A AMAs T ALP, %45 5 54 3 647 1 —
K, LA &R REIZ 12 W oh PBC, JfHe & A
25T ML IR YT A TR 5

() KMBED OFERRITR)

PBC /% 75 KW I FH UDCA 3697, 8 i 4 3~
6 A~ W A= A 48 B, AITEAS Az A 2215 100
I B0 HAE g i R P A RT BB & S PBC-ATH
ESLOAIENERE .

X TR AR DA K 5 v f o U 6 S H AT
R P B AFP AT, DLW I AFF 4 i . U A R
HARAET A HOR BRI R . X T TR AL R AT
Bk A, B O F Ik Ak AR R E B2
B RFATINREE L, 5 1~3 4B A H B, IR
BB T R IR IR AR T AR A 2~
SAEVAG B . X EUE R W A ] AR
i A N T P4 A K- .

B I [0 TES ) e}

S IEAER PBC 2R S T —E i (1
T RATY I 1 22 (] R AT BR AR .

1. FR [ i il = JEF B PBC WA T 24 kL

2. %0 THRER R B PBC (404 3 ATH. . Il R B
PBC) Ak = FE T RS B2 Wibr e FIGTT I 46 .

3. %P UDCA AL A A ER B L HEC &
L B A B R AL R AR, R B A AR
THRIBIT AW

4. PBC (1955 PRUFN & 9 LI, I L2 ik % X6 T
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B b H2 14 B S 8 7 25 £ B 30 DR 2R R T
KA

5. R F X PBC S8 A& I AL (IR )7 BT
0 A5, DT A 2 2 H (e At AR B4R

BUE N JULL B 450U s B s s BR VD s BB AR 5
T 5 W0 s A H B TR/ IN T s BT BOR 5 SR AR

IR E TR (L CDFEHIT ) S8 0e 0k ( 125k
2B B A — NI B BETH AR 5 BRVS (i 8 BB R 2= Bt
b mT A B BE I ot ) s BRAE Cor #R B B R 24 B g b 54
B B T TPy ) 5 RET P (b o 2 A R B B T A 5
ST ) 5 A I B ( 72 70 70 R A 5 — B i IS e T Ak R ) 5 3N
5 (25 ZEZE PR A0 — B BE B il AL R s 2 Ch [ B
T 2 B I ot B Bt B L B ) 5 B4Rk (i #R R LR 22 [ IR
A6 BT AT 2 B S 0 ) 5 Bo Bk o7 (i BB R L R 2= B At
P& BE T 0 ) 5 SR AR (28 ZEZE B K27 50— B Be 3 4k
PIRE) 5 59056 31 (25 22 22 R~ 5 — B Jm R B Wi AL I B} ) 5 3
T CREET AR = BEBE AT N R 5 sl (28 2245 8 R 2 —
FF I 5 B T Ak R ) 5 436 bR (g g B ARR R 2 i G o JR
PIRE) 5 G (B R BE B R 27 B 28 R B i) s B b (&2
TETEPR R 25— B Im I Be O AR R ) s B4R AR (I #R IR B
R B A BT AT 122 Bt S o0 ) 5 FLIgE 2 (i AR R Bl R 2
R i b AT 5 B 1 R A R e I PR = 2 5 vt
K5 ) s B8 (AU RS B 3 Sl 2= = B s i A 1 2
) BHELA N RIEBEEGIEEL) ; 2200 (EEERR
2B R A AE BE B R TG ) 208 1L (28 TR R R 245
— B R B AL ) 5 A IR B (A s 42 8 e 3 — IR 2 vh
ODIHANEL) s XK = (3 4 E R 25— K8 B p A
BE) s 05 F (g B B R 2 T AR B B AT R AR ) 5 Xl e
5 CrE A Rl B e A A 22 S e SR Bk ) 5 510300 466 (e ik
HRBERS—EAHOIHANER) s B AR (i S8 Ky
B 2 — N R BEBE T AL R} ) 3 B e (5 M 48 R s o
PeBb) 5 Bl 0 (o #0 2 Bh 2% B R bt A i 1 B 9
) 5 E e (b1 A8 30 R B A e e A T R B iH AL I ) 5
T B (b v 22 38 R A e 2 B I R A DR R B vl AL R s 8 A
BTG RN R 25 BB P PG R 45 & R ) ; ih (L
2230 R WHE SR — N R BE B AL NFL) s AR 4L (HEPRERER
A TR B Y B ) AT J7 AR (Ll AR A8 57 I B Jk g M
BF) 5 AT (R R A A R B S e M Rl ) 5 1 K e (25 4242
1= K2 55— e B2 e T AL N R ) 5 If 7k 4 (28 ZE 22 1R K24
— Bt R B AL N L) 5 R AR A (DU 1] R 2= A8 7 R B T AL
Bh) s Bk (5 B R2EMNE LRHE BB RL) s FI TR (5%
HERPHE—MBERARFL) ; 4 5 (il sgim KR
e IR A TR R B AL N R s Bk (Jb T R N R EE B i
AR ) s S (U1 R 2= A8 7 B2 Be M AL IR s 2/ oo (bt R
2R — PR B L R R ) 5 T W] (LU AR K2 5 & R B i AL
BE) s 2R 56 (A R B R A [ U B2 27 e B e I R = g ek
Bh) s i g (g o T 58 R Be B ) s B 1B IR (28 4242 K

A — W B BE SRR SR 5 Jo 2t CE A B At K 2 B b st
JCVRLBEBE IR T ) 5 U (L T8 558 2 B2 25 B i s i
G BEBEIE AR} ) 5 SRR CHT 88 B B 27 58— Wi s B g
Bh) 85t B O O 8 R B 25 TR~ rh Lo B ) 5 ST
(e 38 B = g 65— o I e S i ) 5 A0l B (1 AR B AR R
2 R b AT BE e 0 ) s FR AR (25 AL R R AR
— B B2 B T A R 5 BT B (38 ZEZE B A 5 — MY ) B
BETH AL AL ) 5 FERE (b5 R 27 R 2 B B i B2 2 e o Ji A= )
FR)

FlaEsR rAEE AR a5 R

A LR RES A R E e IR TR A e
R DLFAE L, 7R A (L IR PE & HET ) - 222 (N5 A
1 DN IR B B SRR} ) 5 XIS [ 2 (i 20 4 1 DR 45 — B ) I e e 2
Bh) 5 S (il R S e AL e Bl ) 5 B2 (AL nt i A R R R T
HELARE) 5 22 98 (ORI BERL G~ B — Be g el ) 5 2 bt (I JK 5%
PR R 255 BRI % e 4 e ) 5 it (bt RS 5 — R e e e
BE) s 41 7 (PG 1136 DN R BE B RE) s JRHTAR (7 P BB R 250
— B e = B SR e R ) 5 i 3z A (R B R 250 W R B AL N L) 5
SN I w0 N TR Bl L) 5 Ak e (b it R 235 — R e ST
BE) s A (PO R AAE P BEBE AL N FE) s BRI CR AT — AR
PR (5t R G B2 e ) AL RL) 5 1 F 0 (W] R B 22
BRI s TG LY BERL RS BE B YR s B (R
HEEERER A B BE BT AL L) 5 JRL e O T 28 — AR BR B i 1k
WAL s tHALHG (it 28 DU R R Be A% et

2 % x #t
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