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Effect of knockdown of SLC5A8 gene on melanoma by applying CRISPR/Cas9 technology
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Abstract Objective : To investigate the effect of the SLC548 gene on tumor cells using CRISPR/Cas9 technology. Methods: A
CRISPR/Cas9—induced SLC5A8 gene knockout model was created. Eight C57 mice were divided into the knockout group (KO group)
with the SLC5A 8 gene knocked out in tumor—bearing mice , and the wild—type control group(WT group ) , with 4 mice in each group. Tumor
growth curves, tumor volume, tumor weight, and pathological changes were compared between the two groups. Results: Compared to the
WT group, the KO group showed an accelerated melanoma growth rate,a marked increase in tumor volume(¢=7.845,P<0.01). Compared
with the WT group, the tumor weight significantly increased in mice within the KO group(¢=3.804, P<0.01). Tumor cells in KO group
showed deeper cellular atypia,uneven cell density,complex and diverse morphology,and abundant infiltration of inflammatory cells .
Conclusion : Knocking out the SLC54 8 gene affects the development of melanoma cells in C57 tumor—bearing mice , and the SLC5A8
gene functions as a negative regulator in the progression of melanoma.
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Fig.2 Comparison of tumor weights in the KO group and WT group

® 0 ¢
e © 3

Ki
WT!

1| W\HH (LY
10 11 TR

A

KO 4 - B SLC5A8 FE[R fyd BRSC g0 4 s WT 41 - 53 713
T HE AL
3 KO 48751 WT 2H 5178 R R 55 By x bk )

Fig.3 Comparative graph of tumor dissociation between

KO group and WT group
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Fig.4 HE staining of tumor tissue specimens(200x )
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