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Myeloproliferative neoplasm as the first manifestation in T-lymphoblastic lymphoma

with progression to acute myelocytic leukemia:a case report and literature review
CHEN Fengyu,PEI Qiang sWANG Qi .YAO Xiangmei”
(Department of Hematology sthe First People's Hospital of Yunnan
Province s Kunming ,Yunnan 650032 ,China )
[ Abstract] To explore the diagnosis and treatment of T-lymphoblastic lymphoma (T-LBL)
with progression to acute myelocytic leukemia (AML) firstly manifestated by myeloproliferative neoplasm
(MPN). Methods

firstly manifestated by MPN,including medical history and admission examination,diagnosis ideas, pathologi-

Objective

The processes of diagnosis and treatment of a T-LBL patient with progression to AML

cal and cytogenetic detections,and treatment and its outcomes,were analyzed. The related literatures were re-
viewed,as well. Results This patient was initially considered as MPN,and was finally diagnosed as T-LBL. by
lymph node biopsy. After combined chemotherapy, this patient required partially remission. As a result, the
patient underwent subsequent AML. Conclusion There are varied clinical manifestations in T-LLBL. The path-
ological diagnosis is still the gold standard for the diagnosis of lymphoma. It is necessary to comprehensively
analyze the clinical manifestations and give correct diagnosis and treatment. Those patients who progress to
AML are rare,and have a poor prognosis.
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DB R A LN — dL A RE AR B Spll i BE
WA 28 4 fE (8pll myeloproliferative syndrome,
EMS), A T AEHL (WHO) 5 ¥ HE XA
FGFR1 55 05 5 Ak B B0 og L 09 28 F 11 5 g iR vk
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Sk i B RE I A R R TR A 41k U T 3L R A £ 6E i
Jif R AML AT figSe i T-LBL i REHumik ., ik
AW ol B 2 LI AR R R B AR D LT, LBL
FBH G RE BB T A RE R T RE R A s &
JEE R AL, 1717 22 32 G B B0 YA 97 1 R E IR B R T i
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