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An overview of human parainfluenza virus type 3 vaccine

YAN Wei, JING Shen-Rong*
(Faculty of Life Science and Biotechnology, Kunming University of Science and Technology, Kunming 650504, China)

Abstract: Human parainfluenza virus type 3 (HPIV3) is a respiratory paramyxovirus that infects lung epithelial
cells to cause bronchiolitis and pneumonia, and it is also the cause of high morbidity among infant and the
immunocompromised elderly people. Although the HPIV3 vaccine research has made important progress after
many years of research, no effective antiviral therapy and licensed vaccines exist for HPIV3. Currently, several

vaccine development strategies are being explored including live attenuated vaccines and subunit vaccines, etc. This

review presented the current vaccine development of human parainfluenza virus type 3.
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