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Ibrutinib for treatment of autoimmune cytopenia after hematopoietic stem cell

transplantation . report of 2 cases and literature review
WEI Ruowen, CHEN Wenlan, XIE Rong, XIA Linghui, YOU Yong, ZHONG Zhaodong Department of

Hematology, Union Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan, Hubei
Province, 430030, China

[ Abstract ]| Objective  To explore the curative effect of ibrutinib in treatment of autoimmune
cytopenia (AIC) after hematopoietic stem cell transplantation ( HSCT). Methods Two leukemia patients
receiving HSCT at our hospital in 2016 and 2018 respectively were enrolled in this study, who were
subsequently diagnosed as Evans syndrome (case 2) and pure red cell aplastic Anemia ( PRCA) (case 1)
respectively after transplantation. Due to failing to the treatment of glucocorticoid, immunoglobulin,
immunosuppressants, plasma exchange and blood transfusion support, ibrutinib was tentatively applied to the
patients, and its therapeutic effects and the changes of immune indexes were observed. Results  After
ibrutinib treatment, case 1 needed fewer times of red blood cell transfusion than before, with decreased level
of anti-donor blood group antibodies and gradually elevated hemoglobin level. She was gradually relieved of
blood transfusion, and then achieved complete remission about 3 months after the treatment. As for case 2,
she was released from platelet infusion approximately 2 weeks after the ibrutinib treatment, with progressively
improved hemoglobin level and platelet count, got weakly positive result to direct antiglobulin test (DAT) and
negative result to autoantibodies, and achieved complete remission as well. No obvious adverse drug reactions
or recurrence of primary disease were observed in the 2 patients. Conclusion Tbrutinib has certain efficacy
in the treatment for PRCA or Evans syndrome after HSCT.
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FlZ B RGTEIR PR AL ATHA () —Z3697 5, =
LS IHADIEST Iy L HE R 2B BT BYI R R A
FREERRE [ O E RS . Bl JE ATHA
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cGVHD 73 E 4 il , A -t BBz RO FE B & e %o
12020 4£1 H 8 H(+677 d) ,Hb 110 g/L,PLT 197 G/L,
Ret 9. 8%,

o |
[Frsos I o]
|mme | [#os10s axsa]
120+ ] [we I -250
= WL
100+ 200
_ 804 -
= ~ 150 g
£ 604 / )
T 100 =
404 : L
20 ’ —Hb  [50
PLT
O T T T 0
19 23 27 31 50 54118 210 269 334 442 558
oAt A/d

Hb: £ 41 % & ; PLT; s/ 45 ; FK506 ; 4 %, % 8] ; Hlg: A %%
HEG; MP: ¥R B &; RBC: 4x 29 i ; MMF . & 2 8% 65 ;
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3B, ELim BB AT BE AN BT T R, s Ak R ik
M7, 2 BHEAEBH G B Evans ZE51E, BT AR
ISR AN, 25 L R AR L Ry A4 3 40 i ™ A B X
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