Antitumor activity of the oncolytic virus JX-594 in patient-derived xenograft models of triple-negative breast cancer
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Table 1. Human Short Tandem Repeat (STR) 10 marker panel.

[ PDX-00X (PO) ] SampleID | THO1|D21511] D5818 | D135317|D7S820[D165539 CSF1PO| AMEL| vWA | TPOX Graphical quantification is shown in panels C and D (*p < 0.05), indicating significant effects of JX-594.
PDX-001 (P5) | 7,9 | 31 12 8 11 | 1011 | 11,13 | X | 16,18 | 8
Fresh tumor tissues were obtained from TNBC patients after surgical TNBC patient-002| 6,9,3 | 31 11 810 | 11,14 | 10,12 | 10,12 | X | 14,17 | 8
_ _ o o PDX-002 (P5) | 6 31 11 8,10 14 12 10 X 17 8 This study demonstrates that intratumoral administration of the oncolytic vaccinia virus JX-594 effectively suppresses tumor growth in PDX
resection. (1) The tumor fragments were implanted into immunodeficient
STR analysis verification demonstrates that each PDX model faithfully retains

mice to establish PDX models. (2) Engrafted tumors were serially passaged in models of TNBC. JX-594 induces tumor cell death, inhibits proliferation, and disrupts tumor vasculature, collectively contributing to its

the genetic identity of the original tumor, ensuring the reliability and
mice for model expansion and drug efficacy studies. (3) authenticity of these preclinical models. potential antitumor activity. These findings support the potential of JX-594 as a promising therapeutic strategy for treatment of TNBC.
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