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Conclusion

Polymorphisms were selected as determinants of
prostate cancer because many studies suggested a link
between polymorphisms of metabolic enzymes and
tumour susceptibility.* These polymorphisms have a
causal relationship with cancer by rendering protective
enzymes ineffective.

The goal of this research was to develop a protocol
permitting proper PCR-based identification and

-d(RFU)/T

Temperature, Celsius

screening techniques to efficiently mark deviations

. . i within the NAT1 gene at loci 640. Based on the results,
Suggestions/Future Directions the HRM curves indicate conclusively the presence or

The next step could be to identify which polymorphisms exist  agbsence of polymorphisms at the NAT1 640 loci. The
in cases or control samples. Ultimately, these findings may  presence of mutations increases the risk of prostate
establish protocol that can be utilized for the future cancer development. It is possible to determine the
development of pre-screening techniques for males at a higher  presence and absence of mutations using the designed
risk of developing prostate cancer. PCR protocol with the correct primers and probes.
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