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Mechanism of hantavirus infection causing thrombocytopenia

WANG Xiao—yan, DU Hong, LI Jing, JIANG Hong, SHEN Huan—jun, WANG Ping-zhong
Department of Infectious Diseases, the Second Affiliated Hospital of Air Force Medical University, Xi’an 710038, China
*Corresponding author, E-mail: wangpz63@126.com

[Abstract] Hantavirus mainly infects vascular endothelial cells and causes 2 human diseases, namely hemorrhagic fever with

renal syndrome and hantavirus cardiopulmonary syndrome. All hantavirus—associated diseases are characterized by extensive damage

to the capillary and increased permeability. In patients infected with hantavirus, there is a dramatic decrease in platelet count, which
is associated with “increased peripheral destruction” and also “thrombopoiesis and dysfunction”. Although the mechanism by which

hantavirus infection causes thrombocytopenia remains unclear, important advances have been made in recent years. This review focuses

on 2 mechanisms related to thrombocytopenia, aiming to clarify the pathogenesis of hantavirus infection and provide guidance for drug

design in the treatment of hemorrhagic fever with renal syndrome.
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Figure 1 Mechanism of thrombocytopenia induced by viral infection (based on literature)
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A tsutsugamushi case with leptospirosis
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[Abstract] This paper reports a patient who is diagnosed as having tsutsugamushi complicated with leptospirosis in our hospital,
describes the clinical manifestations, laboratory examination results, diagnosis and treatment process in detail, and makes corresponding

discussion and analysis.
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