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THE ENROLLED SUBJECTS (n=86) AND
ALL PATIENTS IN THE WHOLE COHORT (n=6,059)

early PBC all pts in the cohort
(n=86) (n=6,059)
sex (M, %) 6(7) 770 (13)
age (yrs, mean+SD) 56.1+£10.5 56.2+11.4
symptoms (yes, %) 0(0) 1227 (21)
ALP (xUNL) <1 53 (62) 1467 (26)
1-1.5 33(38) 1484 (26)
>1.5 0 2765 (48)
AMA (pos, %) 86 (100) 5229 (89)
Scheuer stage | 60 (70) 2138 (50)
Il 26 (30) 1390 (32)
1l 0 588 (14)
v 0 205 (5)
THE OUTCOMES
early PBC  UDCA mono UDCA+BF, UI?CA+BF’
(n=86) (n=837) norm ALT high ALT
(n=189) (n=95)
follow-up 6.645.7 6.143.5 6.243.1 5.8+3.3
(yrs, mean+SD)
death or LT (n, %) 5(6) 19 (2) 3(2) 5(5)
5/10-year LT-free 98/88 99/93 98/95 96/77
survival rate (%)
liver-related
symptoms (n, %) 6(7) 167 (20) 36 (19) 42 (44)
5/10-year symptom 95/92 89/63 89/43 72/29

free rate (%)
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