940 BrEX 202FE12HFE535E 128

DOL: 10.3969/j.issn.0253-9802.2022.12.015

L& I 5T

BRI EEE LA E I IT (B B R T = Bk
1 AML — 4

RE AR BRE HE

[WBE] ZMEEERAMK (AML) I T i T /A0 200 A8 se e . AL2EIR)7 B RIRYT 7 ik,
FrAR MR BB BRI ZIA9T 2 DNIT R TERL, BIOMMEIATE AML, % SCHRGE 1 048 4 2% SRk & BT LA 1 3R 7 19
PEIE CE AR ] TR Y O MEVA TE AML SR, HAH2 W AML( M5a ), 774 DNMT3A ., IDH2. BCOR J:H %A, g,
ZhRERIE IA HE (EPAZAER + PR ) 1BIT T8, BIE RIS FIRIT U T . He s 4%
SRR A BT T IR, BAEPOREM, FERHE T ZILERIT 3 Ik, AT es M. BES 1 FIRITE 1
PR E R, R gt e 3R 5, BN AR, 16 20 ST B A A S R R iR T TR R, BT R D TR Uk
YR M PR B BRAR T REMEBT ELIYAYT . ZRIRYT IS AR RO R ) R B B . BN, RS SRR B
UM Jr RIRTPMEIARE AML 2B ff R 1w, REHCMESR J) BRI S AML AL243897 )5 /0 W BB I & AE, 101 B AR 2 Wi ot
T AP IR YT R 3 5 AR A AR A T B

(XA ] SMEBERCAIG, MG, diaswhn; FIFLIT; FEAhEmE ] w g

Combined use of venetoclax and azacitidine in treatment of acute myeloid leukemia complicated with disseminated Fusarium
infection: a case report Guo Jun, Wei Pei, Tong Yajun, Chen Ting. Changxing Branch , the Second Affiliated Hospital of Zhejiang
University School of Medicine, Changxing 313100, China
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[ Abstract]  Acute myeloid leukemia ( AML ) is a malignant clonal disease originating from hematopoietic stem/progenitor cells.
Chemotherapy is the main treatment. If not effectively treated after 2 courses of standard treatment, these patients can be diagnosed
with refractory AML. In this article, a case of refractory AML complicated with disseminated Fusarium infection receiving combined
treatment of venetoclax and azacitidine was reported. The patient was diagnosed with AML ( M5a ) with DNMT3A, IDH2 and BCOR
mutations, classified in the moderate group. Standard dose of IA regimen ( deoxydaunorubicin + cytarabine ) was ineffective, and
additional homoharringtonine induction therapy remained ineffective. Subsequently, combined use of venetoclax and azacitidine was
adopted and the severity of disease was alleviated. Complete remission was achieved after three cycles of venetoclax combined with
azacitidine consolidation therapy. After the first chemotherapy, the patient presented with recurrent fever, purple induration with
central necrosis in the upper and lower limbs, and visible subcutaneous liquid mass. Pathological examination suggested Fusarium
infection. After amphotericin B combined with voriconazole as antifungal therapy, disseminated Fusarium infection was effectively
controlled. This case prompts that combined use of venetoclax and azacitidine yields high remission rate in the treatment of refractory
AML. Disseminated Fusarium infection is a rare fatal complication in AML patients after chemotherapy. Early diagnosis and effective
antifungal treatment are effective interventions to improve the survival rate of patients.
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