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measure 1) annexin V binding to phosphatidylserine, a phospholipid that is externalized
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From our initial MTT screen, PW 1087 was 1dentified as a potential anticancer agent. Proliferation, colony
formation, and apoptosis experiments show PW1087 has comparable if not greater potency than parent
s compound CYDO0618 against MB-MDA-231 triple-negative breast cancer cells. Thus, PW1087 shows
O o) /‘\3- potential as a potent anticancer agent that utilizes Protac technology to target STAT3.
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