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A  H: Identifying Darwinian selection acting on different
human APOL1 variants among diverse African populations
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“When a species is
subjected to a series of
attacks by an evolving
parasite it may be forced
along a path of structural
change by its temporarily
successful acquisitions of
immunity. But in the end
it may be driven, so to say,
into a corner, where
further immunity involves J.B.S. Haldane
structural changes which (1892-1964)
are disastrous to it in its

everyday life.” -- J. B. S.

Haldane 1932
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