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and respectively according to & WT x @ WT, & WT x KO, 6 KO x 2WT, &KO x KO carries out 1 : 1 ca-
ges for four months, and the number of litters per litter and reproductive cycle were counted. The serum of LSS**
(WT) and LSS*~ (KO) mice was taken for sex hormone testing. The apoptosis of spermatogenic cells in the testis
was observed by TUNEL staining. Western blot was used to detect the expression of Tubulin, LSS and apoptosis-re-
lated protein ( GPX4/Bax/Bcl-2) in testis tissue. Results The breeding results showed that there was a statistical-
ly difference in the number of litters per litter between & WT x @ WT and 8 KO x 2 KO, and there was no differ-
ence in the other groups. There was no statistically difference in the four groups in the reproductive cycle. There
was no statistically difference between the sex hormone test results of WT and KO mice. TUNEL staining results
showed that there was an increase in spermatogenic cell apoptosis in the testis tissue of the knockout mice. In the
results of Western blot, there was no difference in the expression of apoptosis-related proteins ( GPX4/Bax/Becl-2)
in KO mice compared with WT mice. Conclusion loss of LSS gene function can lead to increased apoptosis of
mouse spermatogenic cells, which may affect the fertility of mice.
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Brigatinib enhanced radiation sensitivity of colorectal cancer cells by
inhibiting EGFR phosphorylation
Hu Guanshuo'*, Zhao Guoping'
('Key Laboratory of High Magnetic Field and lon Beam Physical Biology ,
Hefei Institutes of Physical Science, Chinese Academy of Sciences, Hefer 230031 ;
*Science Island Branch of Graduate School , University of Science and Technology of China, Hefei 230026 )

Abstract Objective To investigate the effect of Brigatinib on radiation sensitivity of colorectal cancer LOVO cells
by treating colorectal cancer LOVO cells with a combination of radiation and brigatinib. Methods Western blot
and immunofluorescence detection were used to detect the amount of epidermal growth factor receptor( EGFR) , p-
EGFR expression in colorectal cancer cells after treatment with different irradiation doses. The expression levels of
EGFR, p-EGFR, v-H2AX, cleaved caspase-3, cleaved caspase-7 and cleaved caspase-9 in LOVO cells were de-
termined by Western blot, the levels of Non-homologous End Joining-NHE] were detected by DR-GFP plasmid sys-
tem, cell viability was detected by CCK-8 and apoptosis was detected by annexinv FITC / PI double labeling. Re-
sults  Radiation treatment significantly increased EGFR phosphorylation in LOVO cells, which was inhibited in a
dose-dependent manner after treatment with Brigatinib. Non-homologous End Joining repair was inhibited following
Brigatinib treatment, and a significant increase in apoptosis was observed in LOVO cells treated with combined
Brigatinib and radiation. Conclusion Brigatinib inhibited non homologous end joining repair and promoted apopto-
sis in LOVO cells by inhibiting EGFR phosphorylation, which eventually increased the radiation sensitivity of LOVO
cells.

Key words colorectal cancer cells LOVO; Brigatinib; EGFR; p-EGFR



