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Protamines and male fertility
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Abstract: Protamine (PRM) existing in the sperm head is the major nuclear proteins in sperm cells, playing an
important role in the correct packaging of sperm DNA and the maintaining sperm normal function. Recent studies
indicated that PRM contained mainly three genes: PRM1, PRM2 and PRM3, which variants were considered as a
significant reason for sperm abnormity. Therefore, the PRM could be important candidates in explaining some of
the idiopathic male infertility cases in humans. Herein the evolution and basic functions of protamines are
summarized. In addition, in order to provide a theoretical basis for understanding the occurrence of fertility diseases,

the reciprocal associations between PRM and male infertility at the DNA, RNA, and protein levels are discussed.
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Ni et al. (2014)P”
[%{KPRM1/PRM2 5 DNAAHTS; DNAS RN, 2R R Aoki et al. (2005b); Castillo et al.
PR, AR =R 2. TR (2011); Simon et al. (2011)
S HNPRM1/PRM2 SR FRE AN/ R 0E Mengual et al. (2003)
FEARPRM1/PRM2FN3E fITIPRM 1/ ZRETRH < 50 %o R ARG T 2 R ) Khara et al. (1997); Aoki et al.
PRM2 FRARIVEALER); A& 5h 2R 2 B AIK (2005a); Aoki et al. (2006¢)
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