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Figure 1: Cohorts of Kras mutant mice were given two weekly intratracheal doses MD Anderson SOAR Program (R25CA265800-01A1)
of control or MUC5AC ASO from 6 weeks to 14 weeks of age. Tumors were Figure 8: MUCS5AC inhibition leads to reduced immunosuppressive marker expression and increased expression of the cytotoxic marker
assessed, and lungs and bronchoalveolar lavage fluid (BALF) were collected. Granzyme B. (A) CD206, (B) Arg1, (C) Fizz1 (D) IL-10, (E) FOXP3, (F) IL6, and (G) anti-tumor Granzyme B in Q-PCR analysis of whole lung tissue. Contact: nkarlml@mdanderson.org
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