
damage is in state 3, it stays in state 3 (i.e., state 3 is absorbing). Set RP = RP-1 if 

 1 te 2 occurs; set RP = RP+1 om state 2 to 

state 1 occurs; otherwise RP remains the same. When the last damage site j= DT2 has 

been updated, count the number of slowly-repaired breaks at time t in states 1, 2, and 

3 to be D2(k), C2(k) and F2(k), respectively.  

Let D(k) = D1(k)+D2(k), C(k) =C1(k)+C2(k) and F(k) =F1(k)+ F2(k). 

Repeat steps 2 through 5, until t=tT. 

transition from state  to sta  if transition fr

5. 

6. 

 Fig. 5 of the main paper. 

producing predominantly TM ers (ATMD) in unstressed cells. Upon IR stimulation, 
ATM monomers are activated by active ATM* (a positive feedback loop) and DSB-

rotein complex.  

ith repair proteins are schematized in Fig. SM2. Its implementation in 

s of ODEs is:  
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Typical results of these stochastic simulations are shown in

 

SM2. Equations for the ATM activation module 
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