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Figure 1. Patients with no progression at 5 months of MN-166 therapy had

decreased CD3 tumor infiltration

A) CD3 immunohistochemistry and B) CD74 immunohistochemistry from a selected group
of patients with tissue available. C) Comparison of immune markers between patients that
progressed within 5 months (n=16) and those that did not progress (n=8). T-test, * <0.05,
** <0.01, *** <0.001
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