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INTRODUCTION RESULTS

Figure 1b: Overall Survival by CTC
Response (n=24)

® SM-88 (racemetyrosine) is an oral modified dysfunctional tyrosine hypothesized to disrupt
cancer cell metabolism with encouraging efficacy and a well-tolerated safety profile in

Figure 2: Early CTC Trajectories
by CTC Response Groups

Figure 3: CTC Response as a Predictor of
Survival in High Risk Groups

Figure 1a: Baseline CTC Count
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n=24

Evaluable
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Intent to Treat
(ITT) n=49

Table 1: Demographics

as a Prognostic Indicator
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(1 1/ 25) RECIST Clinical Benefit Rate (SD or PR)2’4’5. Fluorouracil 40 (81.6%) 30 (78.9%) 21 (87.5%) ’_ET 200 e Figure 4a T 200 e Figure 4b Table 2: Key descriptive and related prognostic CTC Reduction No CTC Reduction Table 3: Key hematologic measures | CTC Reduction No CTC
. . . T i £ | factors between CTC response groups (n=24) (n=16) (n=8) by CTC response groups (n=24 n=16 Reduction (n=8
@ Patients on SM-88 who achieved at least SD by first assessment demonstrated statistically Irinot o 26 (68.4% 18 (75.0% > 3 _ - - e i —
anificant t Ual than PD batients (HR=0 08. 0=0.02 rinotecan 36 (73.5%) (68.4%) (75.0%) 3 8 oA — —— Dose Higher (920) 8 (50.0%) 3 (37.5%) C1D1 4.2(26-7.7) 2.7(2.2-39)
- - - -
significant greater survival than PD patients ( 08, p=0.02). Platinums 37 (75.5%) 27 (71.1%) 20 (83.3%) o o 100742000, 3000 (n, %) Lower (460) 8 (50.0%) 5 (62.5%) :"n"‘fdian T c2D1 3.7 (24-56) 29(22-54)
® The preliminary median Kaplan-Meier (KM) derived overall survival of the evaluable population - 5 26 (55.4% 5 (750 8 g 1 SD or PR 5 (31.3%) 3 (37.5%) ’ cap1 28 (22-4.0) 2.8(2.0-3.7)
. . [ ] . °
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@ As of April 25, 2019, 10 patients did not complete at least one cycle of SM-88 treatment ® Demographics and baseline characteristics were similar between the [Pearson 1~ 02 o= s ek oo~ 133 roEs- By ’ i
(median 17 days; range 7 — 26 total time on treatment) and were considered not evaluable for ITT’ evaluable’ and CTC evaluable groups. @ SM-88 is composed of D- and L-isomers, and the effects of each isomer on CTC response were investigated. These analyses ® Weight and leptin remained stable in individuals who experienced CTC reductions.
. . . oy . . . . . . . included all 11 patients who had both CTC and PK data available’. , , , : : o
efficacy as per the dose finding protocol. One additional patient had unreported survival data. @ More than 80% of patients in Table 1 received at least two prior lines o Stead stafo | P © of D. and Lmetvrosing C.... and AUG ted with ch | CTCs from baseline to nadir. with @ In patients who did not experience a CTC reduction, weight decreased, and leptin increased.
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@ CTC resglts using a hlgh_ly sensitive 3rd generation microfluidic maggetlc capture technique | | | _ _ @ One subject was excluded from this analysis due to ineligibilty secondary to renal failure at screening (creatinine dlearance <40) ® These differences between groups were limited by small sample size and not statistically significant.
were available for 24 patients for at least one cycle beyond baseline®. @ All patients had radiographic progressive disease at enroliment. '
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