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 In this study we tested the ability of DILIsym to predict peak TBIL values
assoclated with ischemic liver injury. Additionally, the maximum HL predicted by
DILIsym was compared to P,

Log DILIsym Prediction (%HL)

Figure 3. Correlation between maximum HL predicted by DILIsym and the 50t
percentile maximum HL predicted by P,, . Correlation is represented by Pearson’s r.

identical. DILIsym software can simultaneously predict how other parameters, such as
TBIL, change concurrently with ALT. The TBIL elevation predicted by DILIsym accurately
reflected the peak change observed clinically in patient 3 (C) but DILIsym failed to
predict the rise in TBIL that was observed clinically in patient 17 (D).

CONCLUSIONS/ REFERENCES

 Maximum HL predicted by P,,+ or by DILIsym were highly correlated. P,, - may be useful for estimation of HL in the clinic.

VIENIRIOBS

* Serial serum ALT values were curve fit (DILIsym v6A) for N=20 patients who
experienced ischemic liver injury.

- P,,+ was calculated as: P, -= ALT_AUC*Peak ALT®18/10° ((U/L)2*h).

* DILIsym only under predicted one significant TBIL change (2 mg/dL) observed clinically. Since this peak occurred about 2 weeks after the
peak serum ALT, it may represent an unrelated post-ischemic event.

* Further validation of this model should be conducted using data from other acute and more chronic liver injuries including idiosyncratic
drug-induced liver injury.
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« Simulated TBIL values were adjusted so that the baseline value matched the
clinically observed value.

* Correlations were conducted on log normalized data.



