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GAPDH served as internal control gene and fold change was calculated by normalizing all values to control. | Scale bar: 0.5 mm. (B) Vascular density, and (C) Vein diameter analysis. Data represent mean +SEM. ** P<0.01, **** P<0.0001, ns, no significance, one-way ANOVA Tectonic Therapeutic S
Statistical analysis: Data are represented as mean = SEM. Statistically significance was determined using unpaired with Tukey’s multiple comparison 490 Arsenal Way Suite# 200 B
' Watertown, MA 02474 =

2-tailed student’s t-test or one-way ANOVA with Tukey’s multiple comparison.



