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Defence mechanisms of testicular immune and considerations of male
fertility impairment associated with SARS-CoV-2
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ABSTRACT  Whether severe acute respiratory syndrome coronavirus 2 SARS-CoV-2 infection causes male fer
tility impairment has been given attention recently. However the relationship between the virus infection and male fertility
is poorly understood now. The testicular normality is the basis of male fertility. The testis has multiple defence mecha
nisms such as blood-testis barrier and immune regulation of Sertoli cells testicular macrophages peritubular cells and
Leydig cells which avoid immune damage to the testis and protect spermatogenesis and steroidogenesis in the testis. If
the testis is infected by SARS-CoV-2 immune responses against the virus in the testis should be induced. Based on the
principle of testicular immunity testicular molecular basis of the virus entry and considerations of the author further in
vestigations should be focused on possible direct or indirect impairment of testicular structures associated with the virus
large sample analysis types of testicular immune response markers of testicular immune damage possible vertical trans
mission via sperm reversibility of testicular impairment long-term observation on male fertility and vaccine on male re
productive safety. These investigations would benefit a better understanding on the relationship between the virus infection

and male fertility decline.
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