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supernatant. Western blot and qRT-PCR were used to detect the expression of Fas in three pancreatic cancer cells.
Immunohistochemistry was used to detect the expression of Fas in 60 cases of pancreatic cancer and its relationship
with clinicopathological parameters was analyzed. Results ELISA method showed that the content of sFasL in the
supernatant of DNT cells was higher than that of the control group(#=3.00 P <0.01) . The results of Western blot
suggested that Fas was highly expressed in all three pancreatic cancer cells ranging from low to high were Capan—
1 BXPC33 and Pancd. The expression of Fas mRNA was detected by qRT-PCR in all three pancreatic cancer
cells and the sequence was Capand BXPC-3 and Panc from low to high( F =211.56 P <0.05) . Immunohis—
tochemistry results showed that the expression of Fas was decreased in pancreatic tissue compared with paracancer—
ous tissue( x° =8.62 P <0.05). Conclusion The sFasl./Fas pathway may be one of the mechanisms by which
DNT cells kill pancreatic cancer cells.
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Effect of Pkhdl gene deficiency on fertility in male mice
Mao Jun Xu Yuchen Gao Jingjing et al
( Dept of Urology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of Pkhdl gene deficiency on fertility of male mice. Methods 10
adult wide-type mice and 10 Pkhdl ~/~ mice of same age were taken respectively and epididymal spermatozoa was
separated to observe the sperm parameters of the two groups: sperm concentration vitality and morphology; Fur—
thermore 5 adult wide-type mice and 5 Pkhdl =’ ™ mice of same age were taken respectively and the wild-type fe—
male mice were caged with two groups to observe the fertility indicators: frequency of mating ( FM) rate of preg—
nancy( RP) and average number of pups ( ANP) . Results Compared with wild-type sperm concentration in
Pkhd1-deficient mice decreased ( P <0.01) sperm motility decreased ( P <0.01) and sperm tail morphology
was abnormal; and RP in female mice mated with Pkhdl =’ ~ mice declined significantly. Conclusion Pkhdl defi—
ciency is sufficient to reduce male fertility in mice. This study provides new insights into the potential complications
of fertility in men with autosomal recessive polycystic kidney disease.
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