Table S2. EARM v1.0 Biochemical Equations

Reaction Ref
L+R\f—i—l‘L:Ri>R* (1)
R* + flip % R* : flip 2)
R* + 08 =22 R* . 08 ™% R* 4+ C8* 3)
-
C8* + Bar \% C8* : Bar 4)
C8* +C3 ::: C8* : C3 %25 08* + C3* (5)
03"+ C6 ‘::4 03*: 06 =% 03* + 06" 6)
C6* + C8 \::; C6* : C8 515 06" + C8* @)
C3* + XIAP :: C3*: XIAP =% O3%, + XIAP  (8,9)
C3* + PARP % C3* : PARP 2 03" + cPARP  (10)
08" + Bid \% 08" : Bid ™% C8* + tBid (11,12)
Bid + Bcl2, . —— Bid : Bcl2, (13)
tBid + Bax —— P~ tBid : Bax =2 tBid + Baz* (14)
Baz* \%‘ Baz}, (14)
Baz?, + Bel2 % Baz?, : Bel2 (15)
Baz}, + Baz}, t Bax, (16)
Bazy + Bel2 k: Baz, : Bel2
16
Bazxs + Baxs \:_—17 Baz, (17)
Baxy4 + Bcl2 :% Bazxy : Bel2
s
Bau-l—M%Bam:Mﬂ)M* (17)
M* + CyC,, == T *: OyCm 2% M* + CyC,  (18)
M* + Smacy, k2121 : Smacy, = M* + Smac,  (19,20)
CyC, :: CyC
CyC + Apaf % CyC : Apaf =% CyC + Apaf* (21)
Apaf* +C9 \L—:‘ Apop (18)
Apop + C3 — fk2—5 Apop : C3 225 Apop + C3* (18)
Smac, \k: Smac
26
Apop + XITAP \—ké Apop : XIAP (22,23)
_ar
Smac+ XTAP =2 Smac: XTAP (19,20)

k_28
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