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[Abstract])

testine and other organs, which is an important cause of secondary organ injury, failure of operation and even death. It is

Ischemia-reperfusion injury occurs in the disease status or operation of heart, brain, liver, kidney, in-

necessary to restore blood flow in order to provide oxygen and nutrition in the state of ischemia, but reperfusion usually
enhances local or systemic inflammatory response and aggravates the injury of ischemic site. In order to reduce the com-
plications and the loss of curative effect caused by ischemia-reperfusion injury, it is necessary to study its mechanism. Di-
abetes is a common basic disease and diabetic patients have been in hyperglycemia and hyperglycemia fluctuation for a
long time. The stress response of cells to pathological state is abnormal, and organ ischemia-reperfusion injury is often
more serious. Imminent research on the organ ischemia-reperfusion injury in diabetes is due to the increasing incidence

rate of diabetes. The purpose of this review is to summarize the research progress of ischemia-reperfusion injury of vari-

ous organs in diabetic state.
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Research progress and consideration of CD123 targeted therapy for blastic plasmacytoid dendritic cell neoplasm.
WANG Ying ™, XU Wen—jing °, LI Zhuan-li °, YANG Ke ', ZHAO Xiao—chen ', BAI Hai ™. 1. Gansu University of Chinese
Medicine, Lanzhou 730000, Gansu, CHINA; 2. Deparment of Hematology, 940 Hospital of PLA Joint Service Support Force,
Lanzhou 730050, Gansu, CHINA;

[Abstract] Blastic plasmacytoid dendritic cell tumor (BPDCN) is a rare and invasive hematological malignancy
with strong heterogeneity. It may involve the skin, lymph nodes and bone marrow, and has a poor prognosis. At present,
there is no unified standard for the treatment of BPDCN, and the main regiments are acute myeloid leukemia, acute lym-
phoblastic leukemia and lymphoma. There is a high response to chemotherapy, but the median eventless survival time is
usually very short, generally less than two years. In 2018, SL-401 was approved as the first targeted therapy for BPDCN
patients aged 2 years and older, and the emergence of targeted therapy offers hope for patient survival. This article will
focus on the advantages of targeted therapy and the latest thinking.
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