Single-cell transcriptomics reveals pre-existing

MDAnderson | 7=UTHealth - i : :
ConcerCenter: Houston COVID-19 vulnerability factors in lung cancer patients

(Graduate School of Biomedical Sciences

Wendao Liu, Wenbo Li, Zhongming Zhao

The University of Texas MD Anderson Cancer Center UTHealth Houston Graduate School of Biomedical Sciences, Houston, TX
Center for Precision Health, School of Biomedical Informatics, The University of Texas Health Science Center at Houston, Houston, TX

Introduction & Methods Results
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