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Tablel Clinical characteristics of hepatitis B reactivation induced by tyrosine kinase inhibitors in patients with chronic

myelogenous leukemia

HBYV serological HBV DNA l.e\./el T}me frgm Therapeutic HBV DNA level Maximum
Gender before imatinib imatinib .
Cases markers before response after after reactivation level of  Outcome
/Age . % treatment treatment to 5o .
imatinib treatment . . reactivation (copies/ml)  ALT(U/L)
(copies/mL) reactivation
HBsAg+
18 M/54 HBeAb+ No mention  Imatinib 6 months PCyR >2x10* 1574 Death
HBcAb+
2 mas oS 3.09%10°  Imatinib Smonths Nomention ~ >1x10° 4193 Death
300 M/48 Ié%iAAggf <2x10°  Imatinib 9 months CMR >1x108 >500  Survival (LT)
401 M/49 No mention No mention Imatinib 12 months No mention 4.6x10° meﬁ?ion Survival (LT)
HBsAg+
su2 M/40 HBeAb+ <1x103 Imatinib 6 months MMR 2.86x10° 1011 Survival
HBcAb+
HBsAg+
62 M/44 HBeAb+ <1x10? Imatinib 22 months MMR 3.26x107 511 Survival
HBcAb+
7 M3 HBSASE o nention  Imatinib 6 months  MMR 2.29%10° 1086 Survival
HBeAg+
g Me7  HBsAgt Nomention Imatinb 53months  CCyR 1.22x107 374  Survival
HBeAg+
ousl  F/50 g}'ései%; No mention  Nilotinib 3 months <MMR 2.71x107 592 Survival
10 HBsAg+
(this  M/72 HBeAb+ <1x103 Imatinib 8 months MMR 9.25%10° 754 Death
paper) HBcAb+

Notes: M: male; F: female; PCyR: partial cytogenetic response; CCyR: complete cytogenetic response; CMR: complete molecular response; MMR:

complete molecular response; LT: liver transplantation
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