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BGB-58067 was screened at the
o MEPP- concentration of 10 uM across a panel
s Rmﬁ./c‘,.,@s_ME"50 of 44 methyltransferases (Reaction
Biology Corp.) and exibited high
selectivity for PRMT5 (>98% inhibition)

Parameters

ALL1_Complex
over other methyltransferases. . - . .
. High permeability and not a substrate of P-gp or BCRP, enabling optimal ) . D 6
BGB.58067 was screened in an in vitro ADME/DDI absorption and brain penetration In vitro P.pp A-B/Efflux ratio (MDCR-hP-gp, x10¢ cm/s) 9.71.0 16.0/1.2 22.1/1.6
SafetyScreen87 study (Eurofins . : T ili
Panlabs) at 1 M and did not show Low DDl risks as a perpetrator or victim permeability | p  A-B/Efflux ratio (MDCR-hBCRP, x10° cms) 8.7/1.0 28.6/0.8 14.8/1.0
significant inhibition against any of the
Inhibition @ 10 uM targets in the panel. (Not illustrated) :
. _ ] PK . Medium-to-low clearance in both rodent and non-rodent species ) Kp,,, brain (mouse) 18% 6.8% 17.1%
iniBtion <208 . Good bioavailability in both rodent and non-rodent species In vivo
© Inhibition > 50% Kpuw CSF (cyno) 55% 23% 46%
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