iR 242 2025 41 6 H 45 15 %4 3 1]
Anti—tumor Pharmacy, June 2025, Vol. 15, No.3

DOI: 10.3969/].iss1.2095—1264.2025.03.18
XERS: 2095-1264(2025)03—0428—05

BOBRRTEEERAANKEH IgG4HHXBE S
R AR BR 2 1517 B B F LRk 53 1

ek, Foek”
(L EAKRFHER AR ESH, 2hik A, LE K&, 030000)

FE . R CIRE N Bl 3E2 R DA REIF R 2 9 ik (CML) B 4 5 £ 1gG4 48 £ % SR X 69/, B
BT BE R ER B B A ) 7] (TR A8 2 SRR K a9 8 A B BAK( S LT REHFRAFLHER, R D% RAUL 1A 4RE ),
A2 % R A FF 1G4 A8 & Se e MR IR K 0 g ) dRad . bsh, R Bk o ik A B 5F 1gG4 A8 K sk A © R i, 12 CML
5 [gG4 A8 5% 7k 7 Z 18] 6 K B i R A0, A i ) Ay WAL T #7609 16 IR A H AR I

K ARG hRm; 9G4 R ER; [gG4MX B & LR B K B R BIL B 7 AL HE

FE4ES: R733.72; R979.1  XHEAARIRAD: A

A case report and literature review of flumatinib in the treatment
of chronic myeloid leukemia combined with IgG4-related
autoimmune pancreatitis
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Abstract:This study reports a case of [gG4-related autoimmune pancreatitis occurring in a chronic myeloid leuke-
mia (CML) patient during flumatinib treatment. Currently, the incidence of tyrosine kinase inhibitor (TKI)-induced
acute pancreatitis remains low (with more cases reported for nilotinib and imatinib, but only one documented case for
flumatinib), and no cases of concurrent IgG4—-related autoimmune pancreatitis have been reported. Furthermore, al-
though the co—occurrence of hematological malignancies and IgG4-related diseases has been documented, the associa-
tion between CML and IgG4-related disease remains unclear. This case provides valuable clinical insights into this po-
tential correlation.
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Tab. 1 Characteristics of IgG4—related diseases combined with malignant hematological diseases
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