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Background Results Conclusions

e Cutaneous melanoma is characterized by high tumor mutational burden (TMB; 210 somatic mutations per megabase [mut/Mb] of coding Table 1. Baseline Characteristics of Cohort 1A (IOV-COM-202) and Figure 3. Correlation of TMB With TNB and NEOPS Scores Table 3. Number of Patients Analyzed for TCR Repertoire

DNA), which is associated with increased expression of tumor-specific neoantigens that can be recognized by T cells’ Cohort 2 (C-'] 44-01 ) Matched Subsets e Lifileucel TIL cell therapy produced clinical responses
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§ e across the TMB spectrum, regardless of prior

e |In melanoma, a high TMB genotype is also associated with an increased response rate to immune checkpoint inhibitors (ICIl)*°; however,
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e We conducted a retrospective matched cohort comparison analysis of prospectively enrolled patients with advanced melanoma treated with Female 2 (28.6) 5(23.8) g 30 - g 30 4 Post-infusion™ blood 0 7 1ad h|g 1 TMB than t'\OSG WhO were |C|-9XperlenCed
lifileucel in 2 trials (Figure 1) = = N .
Male 5(71.4 16 (76.2 S ® S O Day 42 for Cohort 2; Day 28 for Cohort 1A. . . . .
— I0V-COM-202 trial, Cohort 1A (ICI-naive patients) (e ) E E . —In a multivariate analysis adjusted for cohort, TMB
— C-144-01 trial, Cohort 2 (patient iously treated with ICI and BRAF + MEK inhibitors [if BRAF V600 mutation-positi Median age, years (range) 52.5 (45-61) 55.0 (30-70) o <Y o | : : : : : £
ral. Gohort 2 (patients previously freated w o nhibitors { mutation-positive]) g e g B Flgure 6. TCR Repertowe Profile was not associated with response to lifileucel
e Herein, we aimed to investigate the potential association between prior ICI therapy, TMB, and response to lifileucel Median no. of prior therapies (min, max) 0 (0, 2) 3(1,9) - » - A®
| Yy 4 1 A® W Cohort 1A - :
Anti—CTLA-4, n (%) 1(14.3) 15 (71.4) 10 ¢ 10 " A. Diversity o e TMB correlated with predicted TNB and NEOPS
A A . . . .
Me-l-hods Anti—PD-1/PD-L1, n (%) Not applicable 21 (100) A » 15 scores in ICl-naive and -experienced patients
0- 0 -
BRAF/MEK inhibitor, n (%) 2 (28.6) 5 (23.8) | ' | ' | | | | X i T :
0 10 20 30 0 5 10 15 g L I e No association was observed between single-gene
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