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Introduction / Background Results (cont'd.) Results (cont'd.)

Prolongation of Survival: Both CPI-613 and Gemzar® prolonged survival of mice with pancreatic In the 3 patients who had not received any chemotherapy before participating in the clinical trial, CPI-
tumor xenografts when compared to control (Figure 2). However, CPI-613 was more effective 613+Gemzar® combination prolonged survival that correlated with the dose of CPI-613 (Figure 3).
than Gemzar® in prolonging the survival. The Median Overall Survival for CPI-613 was ~240
days, Gemzar® ~65 days, and control ~50 days.

CPI-613 is a novel agent that selectively targets the altered mitochondrial enzyme function of tumor
cells, causing apoptosis, necrosis, and autophagia (1). Results assessing clinical efficacy of CPI-

613 translated from animal xenograft models to patients with Stage IV pancreatic cancer are In the other 3 patients who had received one or more chemotherapies prior to the CPI-613+Gemzar®
presented. combination, whether CPI-613+Gemzar® combination prolonged survival could not be determined in

Mice with Human BxPC-3 Pancreatic Tumor Xenograft (n=10/group) this single arm trial.
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generated by inoculation of BxPC-3 human pancreatic tumor cells. Results were compared to 30 | by Gemzar®, when Figure 3: Dose-related
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Clinical Studies: The efficacy (assessed according to overall survival) of CPI-613 + Gemzar® was :—; 00 - § 15 | Gemzar® and various doses
evaluated in patients with Stage |V pancreatic cancer. CPI-613 (70-320 mg/m?) was given 2X 2 \Cp|_613 (25 mg/kg) S of CPI-613 in patients with
weekly, whereas Gemzar® (1,000 mg/m?2) was given 1x weekly. Both drugs were administered IV s 40 - :—; (Comparable to (Comparable Stage IV pancreatic cancer
on a 3-weeks-on-1-week off treatment cycle. ” = 10 { median OS of ® Oftgomfg,'g,‘,\?g’x) who had not received any
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Tumor Growth Inhibition: Both CPI-613 and Gemzar® suppressed pancreatic tumor growth when 0 50 100 150 200 250 300 0 . . . . . . .
compared to control (Figure 1). Tumor growth inhibition of both agents occurred not only during Days 60 80 100 120 140 160 180 200
treatment, but also for at least 4 weeks post treatment. Tumor growth inhibition was greater for Dose of CP1-613 (mg/mz)
CPI-613 than Gemzar®. Clinical Studies
: : ) : : There were 6 patients with Stage IV pancreatic cancer treated with CPI-613+Gemzar® -
Mice with Human BxPC-3 Pancreatic Carcinoma Xenograft combination (see Table A). The CPI-613+Gemzar® combination was well-tolerated by all 6 Summ ary and Conclusion
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¢ Diagnosis (Dx) of Stage IV pancreatic cancer.




