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Table 2. Conditional probability tables for quantifying Key Event Relationships. The probabilities are counts of simulated observations per grid cell in Fig. 3.

Figure 4. BN model representing Pathway Il of the draft gAOP network. Arrows « Extend the AO to population-level endpoints level with higher
(a) KER no.l:_ _ (b) KER no.9: () KER no.10: _ (d) KER_nO'll: _ represent CPTs (see Table 2). The examples show the BN model run forwards from regu|atory re|evance’ e.g. intrinsic popu|ation growth rate
UV - Excessive ROS production (cROS) cROS - DNA damage (RAD50) RADS0 - Apoptosis  Apoptosis - Survival low or high stressor level (a, b) and backwards from low and high AO level (c, d).
uv |[o, [0.0004, |[0.0254, |[0.075, |[0.15, [0.25, [0.35, [0.45, IE-1 |[0, [1.01, |[1.4, |[1.87, |[2.83, |[3.56, |[4.83, |[8.12, |[30, KE-6 | [0, [1.12, |[1.16, KE-7 | [0, [1.36, |[1.6,
MIE-1 0.0004) |0.0254) |0.075) |0.15) 0.25) 0.35) 0.45) 0.6] KE-6 1.01) |1.4) |1.87) [2.83) [3.56) |4.83) |8.12) [30) [53.5] KE-7 1.12) |1.16) |1.3) AO-1~_|1.36) [1.6) |2.75] NIVA’s Section for
(30, 53.5] 0% 0% 0% 0% 0% 0% 0% 0% (13,250 0% 0% 0% 7% 47% 74%| 96%| 85%| 82% [1.6,2.75] 0% 0% 45% 07,1 [96%| 1% 0% ACknOWIEdgementS .
[8.12, 30) 0% 0% 0% 53%| 100%| 100% 84 % 30 % [1.14,1.3)]  1%| 13%| 77%| 92%| 52%| 26%| 4% 15%| 18% [1.36,1.6)[  0%| 0% 50% 0.5, 0.7) 4%| 65%| 0% Refe rences . . ECOtOX'COIOgy and
[4.83, 8.12) 0% 0% 9 % 37 % 0% 0% 13 % 24 % [0, 1.14) 0999%| 88%| 23% 0% 1% 0% 0% 0% 0% [0, 1.36) 100%| 100 % 5 % [0, 0.5) 0%| 34%| 100% ] . . ThIS Work was funded by the ResearCh COUﬂCIl Of Norway This poster Risk Assessment
[3.56, 4.83) 0% 0% 13 % 7 % 0% 0% 2% 11 % Count 95 ss| 108| 218 167 287 749 4972 3316 Count 3746| 1014 5240 Count 4469| 1415| 4116 Conolly RB, Ankley GT, Cheng W, Mayo ML, Miller DH, Perkins EJ, Villeneuve DL, Watanabe KH. 2017. through the Centre for Environmental Radioactivity .
Ezi zzgi e —— Quantitative adverse outcome pathways and their application to predictive toxicology. Environtal (Project No. 223268/F50, www.niva.no/cerad), and by El_"F:EJ E_HF:{@
(1.4, 1.87) 0% 1% 1% 0% 0% 0% 0% 3% Science and Technology 51:4661-4672. NIVA’s Com : : “x C sy L
putational Toxicology Program = : ar .
E;D&]if] m{;: ;: ;2: E: 3: E: 22 ;i Ritz C, Baty F, Streibig JC, Gerhard D. 2015. Dose-response analysis using R. PLOS ONE 10: e0146021. (www.niva.no/nctp). Elf;",!-ﬁ,!: E.ﬂ':
Count 8 500 092 1500 2000 2000 2000 1000



mailto:jmo@niva.no

