Immune Profiling of Metastatic Uveal Melanoma and Response to Immune Checkpoint Inhibitors
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Background

The immune profile of primary uveal
melanoma (UM) differs significantly from

Table 1: Testing Characteristics

Results

Table 2: Immune Characteristics of Tumor Samples

Total UM
% (N)

Tumor Marker

Metastatic UM

% (N)

ICI Treated
% (N)

Conclusions

UM lacks traditional markers of response to ICl
with only 14% high for PDL1 and 2.3% high for
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markers predictive of improved survival in
patients treated with ICI.

Methods

Immune Profiling and Correlation with Survival

Figure 1: Real World Overall Survival of all

Figure 2: Real World Survival of all metastatic

uveal melanoma by tumor mutational burden uveal melanoma by PDL1 Status
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Figure 6: Time on Treatment with Immune
Checkpoint Inhibitors by LAG3 Status

Figure 5: Time on Treatment with Immune
Checkpoint Inhibitors by PDL1 Status

in our study which may not correlate with
protein expression and survival®

PDL1 status and LAG3 expression did not serve
as a predictive markers of response to ICl in our
study. An IHC based assay for evaluation of
LAG3 expression may be more appropriate in
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surrogate for gain of chromosome 8q (cutoff
>6). Median RNA expression level for LAG3
was calculated for each cohort and used as

Figure 3: Real World Overall Survival of
metastatic uveal melanoma by HLA Class |

Figure 4: Real World Survival of all metastatic
uveal melanoma by HLA Class Il Status
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Figure 7: Real World Survival with Immune

Figure 8: Real World Survival with Immune
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