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[Abstract] Objective To investigate the relationship between autoantibodies and biochemical responses to different doses of
ursodeoxycholic acid (UDCA) in the treatment of primary biliary cholangitis (PBC). Methods  Clinical data of 122 patients with PBC
admitted to the Department of Gastroenterology, the Second Affiliated Hospital of Kunming Medical University from January 2013 to August
2020 were retrospectively analyzed. According to the treatment dose of UDCA, they were divided into >15mg/(kg.d)UDCA group (n=71)
and <15mg/(kg-d) UDCA group (n=51). The relationship between antibody typing and treatment response to different doses of UDCA
group and the effects of different doses of UDCA on biochemical indexes and immune indexes of PBC patients were analyzed. Results
Baseline anti-SSA positive PBC patients were associated with >15 mg/ (kg-d) UDCA response (P<0.05); Pathological stage Il was associated
with <15mg/(kg-d) UDCA response (P<0.0S). The level of alanine transaminase (ALT), aspartase aminotransferase (AST), alkaline
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phosphatase (ALP), y-glutamyl transpeptidase (GGT), total bilirubin (TBIL), IgM and the positivity rates of antinuclear antibodies (ANA) in

>15mg/ (kg-d) UDCA group were significantly decreased after 1 year of treatment, and the pre-albumin was significantly increased (P<0.0S).
The levels of ALP and GGT and the positivity rates of anti-mitochondrial antibody type 2 (AMA-M2) in UDCA group <15mg/(kg-d)

after one year of treatment were significantly lower than those before treatment, and the pre-albumin level was significantly decreased (P<0.0S).

From the perspective of pathological stages, the >15mg/(kg-d) UDCA group was dominated by stages Il and IV, and the <15mg/(kg-d)

UDCA group by stages [ and II . The positivity rate of anti-gp210 was higher in non-response group than that in response group regardless

of dose. Conclusions Both large and small doses of UDCA can improve the biochemical and immune indices of PBC patients, but for

patients with severe disease and advanced pathological stage, high-dose UDCA therapy is recommended.
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Tab.1 Comparison of baseline data between PBC patients treated by UDCA with different dosage

it <15 mg/(kg.d) UDCAZ (n=51) >15 mg/(kg.d) UDCAA (n=71) v/t/Z p
PERI (L /55, 1)) 46/5 62/9 0.241 0.623
AW (%, xts) 51.3+9.6 53.7+12.3 -1.188 0.237
BRI (S, xts) 51.0£9.8 $3.6+12.4 -1.256 0.212
BMI(kg/m”, x+s) 22.40 £2.92 21.33 £2.68 2.088 0.039
ALB(g/L, x+s) 38.35+6.22 35.78 + 6.62 2.172 0.032
PAB [g/L, M(Q,, Q3)] 151(98,200) 114(66, 170) -2.808 0.005
ALT[U/L, M(Q,, Q)] 60(19, 108) 72(36, 125) -1.520 0.130
AST[U/L, M(Q,, Q)] 66(30, 104) 92(48, 135) -2.313 0.021
ALP[U/L, M(Q,, Q3)] 145(101, 339) 261(136,415) -2.398 0.016
GGT[U/L, M(Q,, Qy)] 107(46,298) 230(80, 444) -2.102 0.036
TBA [pmol/L, M(Q,, Q,)] 22.5(7.0, 59.30) 39.1(13.4, 148.1) -2.268 0.023
TBIL[ wmol/L, M(Q,, Q;)] 20.1(13.1, 36.3) 30.6(17.4, 61.6) -2.248 0.025
TC[mmol/L, M(Q,, Q,)] 4.79(3.80, 5.83) 5.10(3.73, 5.98) -0.805 0.421
TG[mmol/L, M(Q,, Q;)] 1.27(0.81, 1.95) 1.23(0.97, 1.75) -0.060 0.952
HDL-C[mmol/L, M(Q,, Q)] 1.18(0.93, 1.80) 1.31(0.97,1.71) -0.270 0.787
LDL-C[mmol/L, M(Q,, Q;)] 2.71(1.93, 3.82) 2.98(2.19, 3.88) -1.163 0.245
15 [mmol /L, M(Q,, Q;)] 2.21(2.11,2.33) 2.18(2.06,2.30) -1.225 0.220
WBC( x 10°/L, X+s) 5.134 +2.454 4.961 +2.151 0.410 0.682
RDW-CV[%, M(Q,, Q,)] 14.2(13.2,15.5) 14.7(13.9, 16.3) -2.246 0.025
RDW-SD[fL, M(Q,, Q;)] 47.9(44.4,51.1) 49.7(46.5, 54.0) -1.986 0.047
PLT( x 10°/L, x+s) 179.00 + 89.219 163.323 + 81.755 1.005 0.317
IgM[g/L, M(Q,, Q3)] 2.29(1.02, 3.77) 2.90(1.90, 4.21) -2.512 0.012
H Bk [(41(%)]

HTANA 29(56.9) 42(59.2) 0.064 0.800

HiRo-52 5(9.8) 4(5.6) 0.268 0.604

Higp210 10(19.6) 26(36.6) 4.129 0.042

$isp100 8(15.7) 13(18.3) 0.143 0.705

YU 22 S Pk 7(13.7) 6(8.5) 0.867 0.352

HLAMA-M2 20(39.2) 42(59.2) 4.721 0.030

$USSA 4(7.8) 6(8.5) 0.000 1.000

$SSB 4(7.8) 6(8.5) 0.000 1.000
S B A [ 141 (%) ] (n=35) (n=37) 3.450 0.327

14 5(14.3) 4(10.8)

1T 15(42.9) 10(27.0)

T 34 7(20.0) 14(37.8)

Vi 8(22.9) 9(24.3)

PBC. J MM AR 4 ; UDCA. fE L AR ; BMLIKTEFEEL; ALB. (215 PAB. [ AZE [ ; ALT. A IN5G 2 ; AST AFHHG S
s ALP. BoPEWERREG ; GGT. A2 Mt K ; TBA. MAHHER; TBIL. BHLZI X TC. BAHFEE; TG. =8 Hh; HDL-C. BEEIEEH
fHERE; LDL-C. &N E ML FERE; WBC. FI40E; RDW-CV. ZLZH /347 9 )i 48 5 %0 RDW-SD. ZL 240 i /31 56 A ifi 2% ;. PLT.
M/ s IgM. FEERER FAM; ANA. BURHUIAR; AMA-M2. PLERRIARBUIA T AL SSA. HLHIRLE A IEDUIRA; SSB. P HILE A IEHLIEB
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PABEYIRYTHI B & Tt R, ALT. AST. ALP. GGT.
TBIL. IgM. ANAFHPEREIGIFRT R TR, 25
YT L (P<0.05); <15mg/(kg-d) UDCAZS1
BB HEIRIT14F IS, PABBUAI TR THiE, ALP,
GGT. AMA-M2[APEREIRIFHI B & T, 2570

2.3 Uik 5 ORTR i UD CAYRYT N2 1 6 &

>15mg/(kg-d) UDCAH 710 HH, HIEH
246 (R A 4L), TOI A& 470 (TCR A 4L), N2
YL BTSSABHYE Lu il s T IO R A4, 22 A Giil2#
X (P<0.05), <15mg/(kg.d) UDCAH S| H
W, R 230 (R AL), JoR A #2849 (TG R
), WAL A S BUR B L 2% RS TR L

GiittaE L (P<0.05, #2),

(P>0.05, #3).

F2 A EUDCAIRYT X PBCHE A b K SR bR i) 52

Tab.2 Comparison of biochemical immune indexes in PBC patients before and after treatment with different UDCA dosage

>15 mg/ (kg.d)4H (n=71)

2

<15 mg/(kg.d)4H (n=51)

o i w0 P o
ALB[g/L, M(Q,, Q3)] 35.8(30.9,41.3)  38.0(31.7,41.9) -1.068 0.278 38.0(34.2,42.3) 41.0(35.2,43.7) -1.959  0.050
PAB [g/L, M(Q,, Q3)] 114(66, 170) 144(93,199)  -2.849 0.004  162.15+74.77  183.27+80.29 -2.684  0.010
ALT[U/L, M(Q,, Q;)] 72(36, 125) 39(19, 54) 5.304 <0.001 60(19, 108) 33(17, 84) 1.791  0.073
AST[U/L, M(Q,, Q,)] 92(48, 135) 46(29,73) 4.547  <0.001 66(30, 104) 42(26,95) 1.565  0.117
ALP[U/L, M(Q,, Q;)] 261(136, 415) 165(111,228)  5.959 <0.001  145(101,333) 143(93, 204) 2.887  0.004
GGT[U/L, M(Q,, Q)] 230(80, 444) 82(32, 150) 6.128 <0.001  107(46,298) 64(22,159) 3.813  <0.001
TBA[pmol/L, M(Q,, Q;)]  39.1(13.4,148.1)  37.4(13.3,98.0) 0.309 0.757  22.5(7.0,59.3)  20.8(8.5,52.2) 0.867  0.368
TBIL[pmol/L, M(Q,, Q;)]  30.6(17.4,61.6)  20.4(14.8,37.9) 2.014 0.044 20.1(13.1,36.3) 17.2(13.3,23.9) 1298  0.294
TG[mmol/L, M(Q,, Q,)] 1.23(0.97,1.75)  1.28(0.97,1.67) -0.315 0.753  1.27(0.81,1.95) 1.37(0.87,2.02) -0.108  0.914
RDW-CV[%, M(Q,, Q;)] 14.7(13.9,16.3)  14.4(13.4,16.4) 1437 0.151 14.2(13.2,15.5) 14.3(13.2,15.1) -0.976  0.329
RDW-SD [fL, M(Q,, Q;)] 49.7(46.5,54.0)  49.2(45.4,52.5) 0.501 0.616 47.9(44.4,51.1) 47.9(43.0,52.6) -0.412  0.680
IgM[g/L, M(Q,, Q)] 2.90(1.90,4.21)  2.63(1.65,3.41) 3.186 0.001 2.29(1.02,3.77) 2.20(1.20,3.58)  0.342  0.732
H BB B (%)]
HLANA 42(59.2) 27(38.0) - 0.012 29(56.9) 21(41.2) - 0.057
$iRo-52 4(5.6) 8(11.3) - 0.289 5(9.8) 5(9.8) - 1.000
Higp210 26(36.6) 20(28.6) - 0.109 10(19.6) 8(15.7) - 0.625
Pisp100 13(18.3) 13(18.3) - 1.000 8(15.7) 6(11.8) - 0.625
YU 22 St 6(8.5) 5(7.0) - 1.000 7(13.7) 6(11.8) - 1.000
PLAMA-M2 42(59.2) 39(54.9) - 0.581 20(39.2) 12(23.5) - 0.039
$TSSA 6(8.5) 2(2.8) - 0.289 4(7.8) 4(7.8) - 1.000
$iSSB 6(8.5) 2(2.8) - 0.289 4(7.8) 4(7.8) - 1.000

PBC. JE L MENRTH A % 5 UDCA. RE L %UIHR; ALB. 18 [1; PAB. BIFIEE[T; ALT ANGEEG; AST AR A ;
fitf; GGT. 72 BEH: K ; TBA. BAHIHER; TBIL. BAHLIZE; TG =B H Il ; RDW-CV. Z1 A/ 5

3 5L T2

=]

ALP. Bl PERER
S%; RDW-SD. ZL41 i 5341

BERRIER: ; IgM. SR BREE FIM; ANA PRI AMA-M2. FTERRAGTIR TTHL; SSAJT THRLEAEPURA; SSB.T THRLEG RSB

3 PBCEF AL AL G A UD CATR YT NI Y 2 [ (%)]
Tab.3 Comparison of autoantibodies in PBC patients treated by different dosage of UDCA [n(%)]

sn >15 mg/(kg.d)ZH . <15 mg/(kg.d)ZH / »
NEH (n=24)  TohiE4(n=47) NEA (n=23)  TCNIE4L(n=28)

HTANA 13(54.2) 29(61.7) 0.373 0.541 14(60.9) 15(53.6) 0.274 0.601
$iRo-52 1(4.2) 3(6.4) 0.000  1.000 1(4.3) 4(14.3) 0.510 0.475
Pigp210 8(33.3) 18(38.3) 0.169  0.681 2(8.7) 8(28.6) 3.165 0.075
Pisp1oo 2(8.3) 11(23.4) 1.510 0219 5(21.7) 3(10.7) 0.477 0.490
iR RZA=E NN 2(8.3) 4(8.5) 0.000  1.000 5(21.7) 2(7.1) 1206 0272
PIAMA-M2 16(66.7) 26(55.3) 0.847 0.357 9(39.1) 11(39.3) 0.000 0.991
$issA 5(20.8) 1(2.1) 4971  0.026 1(4.3) 3(10.7) 0.101 0.750
$SSB 4(16.7) 2(4.3) 1.762  0.184 0 4(14.3) - 0.117

PBC. JFEMEM I EARE & ; UDCA. REXL AR ; ANA. HUlbilh; AMA-M2. kiR biihk 18 ; SSA. HiHILE A IEPLIRA;

SSB. L L A IEHTIRB
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<15mg/(kg-d) UDCAZHS1HI &, 24 20 05 H
ST L s TR AL, 225 A E L
(P<0.05, #24),

2.4 B 5 R [R] R4 UD CATR T W2 1 O 2
>15 mg/(kg-d)UDCAZL 710 ¥, WAH ST
IO 25 2 14 B 43390 22 S JE e i L(P>0.05) .

R4 PBCIEF B 5 A A UD CAYR YT ML Y OC A [151] (%) ]
Tab.4 Pathological stage distribution of patients treated by different dosage of UDCA [n(%)]
>15 mg/(kg.d)ZH <15 mg/(kg.d)Z

R ey By F WA (im23)  TMEHI(28)  © F

T 1(8.3) 2(4.3) 0.026 0720 2(8.7) 2(7.1) 0.000  1.000
I 5(20.8) 5(10.6) 0.652 0419 10(43.5) 5(17.9) 3.993  0.046
I #4 5(20.8) 9(19.1) 0.000  1.000 1(4.3) 6(21.4) 1.836  0.175
IV 1] 2(8.3) 7(14.9) 0.167  0.683 1(4.3) 7(25.0) 2.660  0.103

PBC. U PEHTHEIRAE 48 ; UDCA. fE 2 4IHIR

3 i it

Bl RS . BAE R R A AE, PBCHY LI F
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oo it J SRR Ao . AR RY, W
PBC H SHiiik S8 A0 AR B ARG, AT REZ Fil)E
AR EFREN, ABFE B HERTTPBC A Btk S5 A
A EUDCAIRIF A A Z [ R 56 &, LASHIaE i
BRSBTS UD CAR TR

AWFFEEEREN, HAPISSAPHME S >15 mg/
(kg-d) UDCAJRYT AL R A O, ] ReAE N PFAL
>15 mg/(kg-d) UDCAIRYT W &AM HE 55 i
S TS <15 mg/ (kg-d) UDCARYT I EH WA
Ko K/NFIHEUDCAY ] B35 PBC I AE Ak S e 2%
febr, HMELEE, >15mg/(kg.d) UDCALLMY
PRELA I FELIM . VI 3, i <15 mg/(kg.d)
UDCAZILL T . THIhF . X dE T RE RGeS
UD CAFI & i /N4 AT 2035 PB C AR B AR TR T 9% M
TS, (HXPRE TS I . e BRI A R, I
ffif1>15 mg/(kg.d) UDCAJRYY . FELLRHTSSAPHYE
9 B4 30 1T 39175 PEAl AN [R] 71 it UD CAXS PBC F8 45 (1)
TR R PR EEAEH

PUSSAPLAIE AL G e N 2 &AL ZRAL . IER
Gt X FL ARG M /IR R TR B 1 R AR e RO
AR RIEERE A, WL TREGEME, Wil F &R
SR PR . R YRRV AL, SR 2
PIVERTILE | R AT 4 S5 E F B e
REAE A 235 A A PBC G I A 1 B g8 PR 0 2
UDCANEMNERN — N EEH R, Hoyissabiik
ST B IEE DI, (BRI A PBCEE
B AR A I HAM [ B RSB . Granito %5 PR SY R
B, BUSSAHUIKHMEPBCH & AU TBIL K 1gM/K 5
B, PUSSAUMAR AT IES] H PBC H 2 W 30 B4 1% Bl e

W, PRI RE S BRI R 824 . (EARTFS
iR LR B SSAFH I U PB C HE # WUD CATA YT I 24
RAF, X A7 3 22 53 11 J PR 45 mT B 1) o e «
(1)PBCHRF LAY 22 1k . IR X I 3 mT REAT
TEAMAR . HIX 1925 51k, H GranitoZE " 9T & 90
HUSSATUIRBHIE R ~2.8%, B AR T AW HiSSA L
IR BHPE R (8.29%) 5 (2) AN [R] A BT ARG I 7 A R A5
FIE—EMZER; (3)#$%Kﬁ/@, Granitof;‘f‘}[ls]
WFFEAEAS B (LS ) IR F A 5% (12201)) . A W55 36
B, JLkdigp210 KL Hisp100BH M 5 UDCAN % 2 1]
JCHH B A SEEDY ) SRS R —8 M Hok
F, AW KBS ) 0 2 4 gp2 10 BH %
BAEm TREH, S¥usgs e —a, Wik
XFgp2 10 BH 1 3 75 B8 e 15, Wh BT L o] 2 X i
PEPBCAT —ZRIAYT .

FEAMITFE 260, Lk T4 445 5 mT FHAR IR R
WFFE AR 2 e i e 252 23R AR, A
WF5E K B B0 1T 5 <15 mg/ (kg-d) UDCA4]
B R B E A &, $E7RUDCAIRYT N & S5 PBCIY
JRER AN SE, SR TR T TR A T AR
B3], I RREIRERE , UDCAJARYT AT 42 10 4 X A
Rl RAEIRFE, FE(H AR 3G AL A5 3 0l 38, (R B4y
W15>15 mg/(kg-d) UDCAZL HIRIT A TEK, HIk
AEUUER X BR300 Y BB < 15 mg/ (kg.d)
UDCAJAYT . NamisakiZE" B8 X ¥, UDCAIRYT
T RAESPBCARE A R UG HISE . A58 [H 7t
RIS A A B0 5 S 19 06 R atEA T 40T o

HHET, JCTFPBCH K F B P4 16 505 Ifi K ik
R AR R oE £ . AT R, Pigp2107H
R AL B A5 5 UDCAR N kA 30, AR
FEAUESE A B BT B 2R 78 Bl 37 300 [ 1 80
>15mg/(kg-d) UDCAZALIARYT 14E )G, PLANAFHPER
W, 1 <15mg/(kg.d) UDCAAIAYT 14E)T,
PIAMA-M2 JHYER B3 TR, 5 Tang® " 57—



RO 403

20224E2H28H 47 Ha

|, ZIESUDCAMRERTT . MHFN A S %
KA Ko

HHAIFPBCINZy ) EEAHUDCA, ¥ IR
IR JEBRXZ R (FXR) e sh 7, e U Ap a5 it 4k
YA 34 B )0 32 1A o (PPAR) BN ), AT 4t
A KR TF-198 0%, s, BHGHEH
TSI A2 1A ST 79 K A W il 1) 451920, UDCAJEPBC
)—ZRIBTT 259, {H25409% Y H & R HOR 2 R A
X T UD CAR & R AT 1) 3 2 15 7y 24k 22 Ik
UDCAJRYT, PIREAHEITRTEE ., AL,
XTUDCAIRYT & RAE B FH AR B TR L
UDCAJRYTRY A, ik, JCigXTUDCARY B N
faf, PBCERFH N KIWLEFFUuDCATRF ™™ Xt F
UD CARY & AT 27 (1) 8, B8 DR R S AR
DURSATAVE S 2RI 25, SR DRI IA YT IR
T RE H AT 36 4 a0 K Pk AR i LB DR R ko
UDCARN AN PBC A PR L, EMEEE
b 2 A R HE M PBCIAYT Y k2, EEA
FXTUDCARNZ KAEM B APBC, RIFE B DI IHER TG
SR EIBCHUDCAIRYTY, S TXATUDCAAR R
7 % 5 M DL 4% 52 () BN PBC PR 2GR YT . TEUDCAK
FH B DL RR R sl AR 5 DRSS BORNEERT, T =35I
BB A U M AR AL RN 5 X R AN Y iR
L, NG

Y FARMSCR A, HAu i kR e T
KFNEUDCAIRYT & atER A E 8, [HAE
A, UDCAZ: HR 5 BEA W3l ] 9t 45 i T e 1k
7-E W (LCA) . LCAJE—M B IFRE %, nl7E
JHF B Hh B A 55 b B TR Ak I T DA g JH 10 B v 3
Biro —Tk A B RFIIBFIE KB, 7R HLR &
[13~15mg/(kg-d)] UDCARJEE 1, LCATA W
M, 7EMRT30mg/(kg-d) UDCARY B H hi it f
MELFILCA, HIHEME—AR RN Z 1 FIPBCEE H
PR RE VS, 31X 3 B B X T K50 B (30 mg/ (kg-d) ]
UDCA, PBCH WA RIFMImZ DY, T ik
W as S, Huride %A 7050 3 b ul B R 50 &=
UDCAJENZ L.

g BT, L PISSABHM A PBC R H X
>15mg/(kg-d) UDCAIRYT N & RAF, T L0 1T
WHPBCHE X <15 mg/(kg-d) UDCAJRIT VA K
U, EATTRTRES BIE M IEAL >15 mg/ (kg.d) UDCA'S
<15mg/(kg-d) UDCAJRYIT N &AM MHahs, H Bl
FHEVAEPBCHY IR, I S AT —ZRIRYT
AT IE 2 95 5 i & . K/INFfl it UD CA R BE L PBC
A A B BB Fa bn , ARG T 1t J L o B 4 30 g 0
(1) A Ul R UD CATRYT -

[ &% 30k )

(1]

(2]

(3]

(4]

(6]

(7]

[10]

(11]

[12]

[13]

[14]

Yang N, Sun KS, Tian SY, et al. Clinical characteristics analysis
of primary biliary cholangitis with features of autoimmune
hepatitis[ J]. Med J Chin PLA, 2021, 46(1): 36-41. [#%T*, #hAl
U, TR, 45 £ B B e PEITF R AR A SR MR VP IR
BIINERRFAE )], A PR 44K, 2021, 46(1): 36-41.]
Chinese Society of Hepatology, Chinese Medical Association;
Chinese Society of Gastroenterology, Chinese Medical
Association; Chinese Society of Infectious Diseases, Chinese
Medical Association. Consensus on diagnosis and treatment of
primary biliary cholangitis (Primary biliary cholangitis) (2015)
[J]. Liver, 2015, 20(12): 960-968. [ 1B L 2 & R 245043,
A B 2 oA 2 a2, PR BRI YR O . IR
PERRH PRI RE AL (LA SR AR IR T PR A 28 ) i2 Wi Fin iy 24
P(2018)[J]. FFHE, 2015,20(12): 960-968.]

Marzorati S, Invernizzi P, Lleo A. Making sense of autoantibodies
in cholestatic liver diseases[J]. Clin Liver Dis, 2016, 20(1): 33-
46.

Nakamura M. Clinical significance of autoantibodies in primary
biliary cirrhosis[J]. Semin Liver Dis, 2014, 34(3): 334-340.
Norman GL, Yang CY, Ostendorff HP, et al. Anti-kelch-like 12
and anti-hexokinase 1: novel autoantibodies in primary biliary
cirrhosis[ J]. Liver Int, 2015, 35(2): 642-651.

Nakamura M, Kondo H, Tanaka A, et al. Autoantibody status
and histological variables influence biochemical response to
treatment and long-term outcomes in Japanese patients with
primary biliary cirrhosis[ J]. Hepatol Res, 2015, 45(8): 846-85S.
Lindor KD, Bowlus CL, Boyer J, et al. Primary biliary cholangitis:
2018 practice guidance from the American association for the
study of liver diseases[ J]. Hepatology, 2019, 69(1): 394-419.
Van Hoogstraten HJ, De Smet MB, Renooij W, et al. A randomized
trial in primary biliary cirrhosis comparing ursodeoxycholic acid
in daily doses of either 10 mg/kg or 20 mg/kg. Dutch Multicentre
PBC Study Group[J]. Aliment Pharmacol Ther, 1998, 12(10):
965-971.

Nakamura M, Kondo H, Mori T, et al. Anti-gp210 and anti-
centromere antibodies are different risk factors for the
progression of primary biliary cirrhosis[ J]. Hepatology, 2007,
45(1): 118-127.

Mytilinaiou MG, Meyer W, Scheper T, et al. Diagnostic
and clinical utility of antibodies against the nuclear body
promyelocytic leukaemia and Sp100 antigens in patients with
primary biliary cirrhosis[ J]. Clin Chim Acta, 2012, 413(15-16):
1211-1216.

Czaja AJ. Autoantibodies as prognostic markers in autoimmune
liver disease[ J]. Dig Dis Sci, 2010, $5(8): 2144-2161.

Sun LM, Yan HP, Ma YX, et al. Detection and clinical
significance of anti-ssa and anti-SSB antibodies in patients with
liver disease[J]. Beijing Med J, 2012, 34(6): 437-440. [F)ii#fy,
EHCF, SRS, 45 PrSSAFIGTSSBHU TR T i A4 )
Kellf R L[], AL AT BE 2, 2012, 34(6): 437-440.]

Granito A, Muratori P, Muratori L, et al. Antibodies to SS-A/
Ro-52 kD and centromere in autoimmune liver disease: a clue to
diagnosis and prognosis of primary biliary cirrhosis[ J]. Aliment
Pharmacol Ther, 2007, 26(6): 831-838.

Gatselis NK, Zachou K, Norman GL, et al. Clinical

significance of the fluctuation of primary biliary cirrhosis-



[15]

[16]

[17]

(18]

related autoantibodies during the course of the disease[]J].
Autoimmunity, 2013, 46(7): 471-479.

Xin KF, Li SS, Li M, et al. Clinical characteristics and
early prediction of primary biliary cholangitis with poor
ursodeoxycholic acid response[]J]. J Bengbu Med Coll, 2018,
43(8): 1042-1044. [ LR, ZFEVRTF, 2548, 2. SRR AR
AR U PENE T PR A AE 98 09 i AR a5 R 70 B [ 7).
IR R 2 B 240, 2018, 43(8): 1042-1044.]

Namisaki T, Fujinaga Y, Moriya K, et al. The association
of histological progression with biochemical response to
ursodeoxycholic acid in primary biliary cholangitis[ J]. Hepatol
Res, 2021, 51(1): 31-38.

Namisaki T, Moriya K, Kitade M, et al. Clinical significance
of the Scheuer histological staging system for primary biliary
cholangitis in Japanese patients[ J]. Eur J Gastroenterol Hepatol,
2017, 29(1): 23-30.

Tang LB, Zhong RH, He XQ, et al. Evidence for the association
between IgG-antimitochondrial antibody and biochemical
response to ursodeoxycholic acid treatment in primary biliary
cholangitis[ J]. ] Gastroenterol Hepatol, 2017, 32(3): 659-666.

(19]

(20]

(21]

(22]

(23]

(24]

Med J Chin PLA, Vol. 47, No. 2, February, 2022

Su HX, Li Z, Lu H, et al. Progress in drug therapy for primary
biliary cholangitis[]] Chin J Pract Intern Med, 2020, 40(10):
860-864. [HHAL 1, 284, BT, 45, I MERRTHIAEARA 2 254
JBIT IR, R E S M RFRAE, 2020, 40(10): 860-864.]
Cazzagon N, Floreani A. Primary biliary cholangitis:
treatment( J]. Curr Opin Gastroenterol, 2021, 37(2): 99-104.
Harms MH, van Buuren HR, Corpechot C, et al. Ursodeoxycholic
acid therapy and liver transplant-free 491 survival in patients
with primary biliary cholangitis[ J]. ] Hepatol, 2019, 71(2): 357-
365.

Montano-Loza AJ, Corpechot C. Definition and management
of patients with primary biliary cholangitis and an incomplete
response to therapy[J]. Clin Gastroenterol Hepatol, 2021,
19(11): 2241-2251.e1.

Chapman RW, Lynch KD. Obeticholic acid—a new therapy in
PBC and NASH[J]. Br Med Bull, 2020, 133(1): 95-104.

Roda E, Azzaroli F, Nigro G, et al. Improved liver tests and
greater biliary enrichment with high dose ursodeoxycholic acid
in early stage primary biliary cirrhosis[J]. Dig Liver Dis, 2002,
34(7): 523-527.

(DAL . REIEAR)





