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Abstract: Objective To detect the express of PRM1 and PRM2 in sperm of the male infertility patients in
Chengdu area by fluorescence quantitative polymerase chain reaction and to investigate the correlation between
mRNA transcription level of protamines(PRM1 and PRM2) and the male infertility patients. Methods Using
GAPDH as internal control,the expression levels of PRM1 and PRM2 in sperm of 30 healthy subjects,83 oli-
gospermia patients and 61 malformed spermatozoa patients were detected by FQ-PCR. Results The express of
PRMI1 and PRM2 in oligospermia group was significantly lower than physical health group and teratozoosper-
mia group,the difference was statistically significant (P<C0. 05). There was no difference in the express of
PRM1 and PRM2 between teratozoospermia group and physical health group(P>>0. 05). The sensitivity and
negative predictive value were improved by combined detection of PRM1 and PRM2 to the diagnosis of oligo-
zoospermia. Conclusion The sensitivity and negative predictive value were improved by combined detection of
PRM1 and PRM2 to the diagnosis of oligozoospermia. It also can be effective in diagnosis of oligozoospermia
though the advantages of simple operation, low price and easy sample source. There are low expression of
PRMI1 and PRM2 in oligozoospermia in Chengdu,suggesting a close relationship with spermatogenesis, which
is helpful for clinical detection, diagnosis and individualized treatment of male infertility patients, as well as
large-scale epidemiology survey.
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CAG CCC ACA GAG TTC CAC CT,R:GCA CCT
CAT GGC TCT CCT C; PRM2 i ¥ %1, F: GCA
AGA GCA AGG ACA CCA C,R:AGC CTC TGC
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2.1 PRMI1 #l PRM2 fEXS W %35 L GAPDH
SN S A ) TS A R (R AL /DK i 2
JEKE T AE4L PRM1 Fl PRM2 mRNA A% # 35 7K F
K b PRM1 #l PRM2 78 /20K T 0E 485 b 4k R
B EAR TR R A AR TR FAE 4] . 22 R A il 2
L (P<C0. 05) 5 (4K ft B 25 F0 W JE K 4 4 PRM1
M PRM2 RBRILK, 2R LGqit¥E L (P>
0.05), WFEI1,

*1 £ 48 PRM1 #1 PRM2 mRNA #¥ Fikk E B (z+s)
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