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Roles of pericytes in the early angiogenesis of wound healing

SUN Hui-gin', FENG Yi-mei’, ZHANG Rong' , WANG Ming-ke*, GUO De-yu', YAN Guo-he’, ZOU Zhong-min”( 'In-
stitute of Pathology, Southwest Hospital , *State Key Laboratory of Trauma, Burns and Combined Injury, Institute of Combined Injury, College
of Military Preventive Medicine, Third Military Medical University, Chongging 400038, China)

Abstract; Objective To study the patterns of the presence and distribution of pericytes in granulation tis-
sue of wound repair and the related significance. Methods  Granulation tissue samples were collected from
mice suffered from full-thickness skin excision on 1, 3, 5, 7, and 9 d after injury. Single and double immuno-
histochemical staining, electron microscopy, and quantitative analysis of morphology were applied to study the
presence and distribution of pericytes during angiogenesis of granulation tissues. Meanwhile, in wvitro transfor-
ming growth factor-B1 (TGF-B1)-induced differentiation of 10T1/2 cell, a progenitor of pericyte, was assessed
in 3-dimensional extracellular matrix (ECM) gel. Results Pericytes were found in the early stage of wound
repair. The number of pericytes positive to staining was higher than that of endothelial cells in the new mi-
crovessels. The number of capillaries and pericytes in granulation kept increasing till 5 d after the injury. The
pericytes stimulated with TGF-B1 were able to form cell cords and clumps in vivo and cell cord- or lumina-like
structure in ECM gel in vitro. Conclusion Pericytes participate in the early angiogenesis in the wound healing
and the formed cell cord or lumina structure may play a crucial or guiding role in angiogenesis.
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