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Primary biliary cirrhosis secondary to myelofibrosis:a case

report and literature review

Summary A case of primary biliary cirrhosis (PBC) initially presented with myelofibrosis (MF) was repor-

ted. Combined with clinical data and literature review, we analyzed the causes of missed diagnosis of PBC. Hematol-

ogists need to rule out autoimmune diseases in patients with abnormal blood counts. Early symptoms of PBC are

not typical,and patients accompanying with cholestasis should be detected the related antibody.

Key words primary biliary cirrhosis;myelofibrosis
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MF, JE#8 B . 45 4, b K. 2 W i &Pk
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JT . 2013 4F 5 J B H R k2 AR B, i & M. WBC
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Hb 85 g/L v , MCV 84. 1 fl,PLT 37 X 10°/L V¥ .
JiF 2 g. TP 80. 5 g/L, ALB 42. 8 g/L, GLOB
37.7 g/L A, ALT 13. 6 TU/L, AST 21 TU/L,
TBIL 7. 14 pmol/L, DBIL 3. 64 pmol/L, AKP
207 TU/L A ,y-GT 117 TU/L 4 , TBA 9 pmol/L,
ANA 1 : 320 () #% 5+ A B AL BT dsDNAC—)
ENA Z K.t nRNP 4k (—) . HT Sm Hrik (—),
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70 Hi Ak (=), i PM-SCL ( —), #i Jo-1 (—), #t
CENP-B(—),#i PCNA (=), Hi B /NMEHIR (—),
PLAE PR PR P EAPiR(—), 3t
RBARPUAR ), JEHE B B4 245 0, 4% B 9 b
KOTH AR 10 mm, BAEE 4 mm, K&
131 mm) ., & A F #4002 . 38 A AL 2 R AR .
BRI K MBS (), 58 MF 27, BCR-
ABL 5t X BA 5 JAK2/V617F K B, CD55.
CD59 Rk By ki 2L A0 ML 76 IEHyu Bl . BE T EH.
K9z, TR M, K0T IR, 82 . OPMF;
QR EE AL . 45T RV B SR A T
MR, R 25 TR 58, BB 5 Hb 3l T
90~103 g/L.PLT #8hF(60~99) X107 /L, &K
PRI T 95 P RO B AR - DL S B ik e e g, o B i
LM 4 B 1R FEWR B A R B A R R i &
JRAERD T 5 em. ABESEFT A A L H M. WBC
5.31X10°/L,RBC 3. 79X 10"/L,Hb 101 g/L v ,
PLT 95X 10°/L ¥ , N 72. 94% 4 ; CRP 6 mg/L;
Ret 1. 48 %; ESR 95 mm/h 4+ . JH Ih fiE. ALB
42.7 g/L,GLOB 43. 5 g/L A , ALT 57 TU/L 4,
AST 46 1U/L 4, TBIL 12.47 pmol/L, DBIL
5.2 pmol/L A ,AKP 362 TU/L 4 ,y-GT 261 1U/
LA, TBA 8 pmol/L. H ik Bg Th 6k IE % . 1gG
23.5 g/LA,IgA 2. 85 g/L,IgM 4. 81 g/L 4,
ANA 1 : 320D 5 +ZPEA; 3T dsDNA(—);
ENA ZJik: 31 nRNP $i4& (=), HT Sm Hifk (—),
L SSA(+) . it RO-52(+), # SSB(—), #i SCL-
70 Bk (=), Hit PM-SCL (—), #i Jo-1 (—), #t
CENP-B(—),#i PCNA (=), Hi B /MEHIR (—),
PAEAPUR(—) PR P EAYUAC—) BT
LRARPUR (). PUF B 3 AMA-M2 (+),

SLA/LP(—),LKM-1(—),LC-1(—),Spl100 : 140
(+++).gp210(+), =X (—), WHRAF
FIRBILER (—) . BFHE IeM(—), TR
(=) THFPUIKR 1gG (=), T HFHiIR 1gM(—), 18
YN P NYEE 5 T £ i N
Fk P42 12 mm, JEFJE 50 mm, K42 172 mm), I
JEFE CT FH: OMRAEI K ; QM EE 2 45 A, M
W CT 41 A Ml 2R 4 4k, Sk S CT F4: 0F
o FhE CT SF-43 . O A7 Ml B 14 25 [ 7 A% 2%
QA E B, . T E SRS -/ L
Je L LB B P A i A B RTRED L SR -4
[CHENP . Schimer 35K (—) . JHBE @ FE AT ] But™>
10 s, BEFOLY (—), BIRIERK.“TE XK
L2 2 Yo, —H R L YE g Wi 4140, — Bk Ut iR 4 21,
BN /NS5 b S A AEAE L R AR TS /D[] 5 2D o
LA I 0 i R 4R VR (<X50/HPF. 45 1 4b) . 4
T IE 2 Wi PBC 4k & M & 6 £F 4k 1 (secondary
myelofibrosis, SMF) . A Bt J5 45 7 b I o4 4 ok H
RO IFIRYT 09T 5 B A& T Ui hE: ALB 38. 4 g/L,
TBIL 11. 1 pmol/L, DBIL 4. 8 pmol/L., AKP
306 TU/LA ,ALT 32. 7 IU/L, AST 26 1U/L, y-
GT 207 IU/LA .
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