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New progress in the study of the relationship between splicing

factor mutation and myelodysplastic syndrome

Summary

The myelodysplastic syndrome (MDS) is a group of heterogeneous myeloid malignant clonal disea-

ses originating from bone marrow hematopoietic stem cells. With the wide application of second-generation sequen-

cing technology in scientific and clinical researches, it has been proved that gene mutation plays an important role in

the production and development of MDS and splicing factor mutations is the most common mutation found in

MDS. New researches have shown that splicing factor mutations can lead to abnormal expansion of bone marrow

hematopoietic stem/progenitor cells, pathological hematopoiesis and dysplastic differentiation, which are the mark-

ers of MDS. Importantly,recent evidences suggest that splicing inhibitors and splicing regulators can be useful in

the treatment of myeloid malignancies with splicing factor mutations. This article reviews the recent advances in

splicing factor mutations and the relationship between splicing factor mutations and the occurrence, development

and treatment of MDS,
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" F-fluorodeoxyglucose positron emission tomography for interim

response assessment of diffuse large B-cell lymphoma

Summary

¥ F-fluorodeoxyglucose positron emission tomography (PET) is acting as a major role for staging,

assessment of remission and recurrence,and therapeutic evaluation in diffuse large B cell lymphoma. Nowadays, re-

sponse-adapted or risk-adapted chemotherapy which depends on interim PET (I-PET) has being studied. For the

positive -PET, early alternative therapeutic approaches may improve outcome. However, the role of I-PET is in

controversy. Since [-PET has a high negative predictive value but low positive predictive value,results of studies for

I-PET have yielded mixed and confusing results. One of the major reasons is that the interpretation methods of I-

PET scan still need to be standardized . although the Deauville 5-point scale (5-PS) has been validated for use at the

interim assessment. Here,we will review the assessment methods,including THP,5-PS and semi-quantitative meas-

urements,and the current status and clinical value of I-PET.

Key words interim PET;diffuse large B cell lymphoma;lymphoma; clinical value
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