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CRISPR/Cas9-Mediated Targeting of Glycolytic Enzymes in Cancer Metabolism as a Therapeutic Intervention

Malithi Madurangi?, Ashini N.R. Mallikarachchi?, G. N. Silval
Department of Chemistry, Faculty of Science, University of Colombo, Colombo 00700, Sri Lanka

& Eﬁmmonweqlth
emistr
\\\ Federation of Chemlcalz:lences Societies
R

ROYAL SOCIETY
o OF CHEMISTRY

Theme: Good Health and
Wellbeing (SDG 3)

Conclusion

This study aimed to downregulate the elevated glycolysis of cancer cells
by knocking out the glycolytic enzymes in the rate limiting step using

Cancer two independent approaches; disruption of the PFKFB3 gene by
200000 . oo -nhcer Therapies (PFKﬂK H+ (muscle) targeting exon 2 and disruption of regulatory domain of the PFK-1
A enzyme by targeting exon 13 via specifically designed sgRNAs. This
ADP AMP | . allows to maintain the basal level of glycolysis in healthy cells while
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Main Objective

To design and construct a CRISPR/Cas9 mediated toolkit to target the metabolic

Exon no | 2 3 4 5 b 7 b i 10 I 12 13

Figure 2: lllustration of the rate limiting step of glycolysis

Future directions

 |nvitro validation using HepG2 cells.

« Detection of truncated protein.

e Sequencing to verify the precise genome modification.
Proliferation assay (MTT assay) to investigate the effect of
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modified gene.
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