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Identification of studies via databases and registers

susceptibility of MTAP-deficient tumors to PRMT5 inhibition, thus providing a and MTAP Synthetic Lethality combination.
strategic approach for cancer treatment.
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= To provide detailed Challenges For Clinical Translation of
= MTAP deficiency leads to elevated levels of methylthioadenosine (MTA), which Synthetic Lethality, PRMT5 Inhibitors in MTAP Depleted Cancers.
inhibit PRMT5 through the formation of a PRMT5-MTA complex, thereby
increasing the vulnerability of MTAP-depleted tumors to PRMT5 inhibitors.
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= This review examines the current translational research landscape and the

future potential of PRMT5 inhibition as a therapeutic strategy for cancers METHOD S i A g
characterized by MTAP deficiency.
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