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Study of the inhibitory effects of recombinant human

endostatin on hypertrophic scars
Yu Jian Zhang Xiaoming Huang Xueying et al
( Dept of Anatomy Anhui Medical University Hefei 230032)

Abstract Objective To investigate the therapeutic effects of recombinant human endostatin ( rhEndostatin ) on
hypertrophic scar ( HS ) and explore the possible mechanism of action involved. Methods A rabbit ear model
with hypertrophic scars was established. Recombinant human endostatin injections were applied to the scars of the
experimental group topically in different concentrations (1.25 2.5 5 g/L). The changes of macroscopic charac—
teristics of scars were examined. Light microscopy and transmission electron microscopy were used for histomorpho—
metric analysis. The levels of collagens [ and Il were detected by immunohistochemistry. Results Compared
with physiological saline group and model group group treated with rhEndostatin 2.5 g/L and 5.0 g/L showed sig—
nificant reduction in height volume and hardness it resulted in a statistically significant reduction in the scar ele—
vation index the microvessel density and the expression of type | and Il collagens ( P <0.05) . An observation
under transmission electron microscopy revealed that some fibroblasts nucleus ruptured and disintegrated and apop—
totic body were observed in rthEndostatin 5 g/L group but seldom found in triamcinolone group. Conclusion The
findings of this study suggest that rthEndostatin has a markedly inhibitive effect on the formation of hypertrophic
scar. It suppresses angiogenesis and subsequently promotes HSFs apoptosis and reduces the overproduction and
excessive deposition of collagen may account for this result.

Key words recombinant human endostatin; hypertrophic scar
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TNF-o increases bone marrow mesenchymal stem cells VCAM- expression

and improves post-ischemic myocardial function
Wang Chunmiao' Wang Ailing' Cheng Jinglin® et al
('Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Emergency The Second Affiliated Hospital of Anhui Medical University Hefei 230601)
Abstract Objective To investigate whether tumor necrosis factor-o ( TNF-a) treatment could increase bone mar—
row mesenchymal stem cells ( BMMSCs) vascular cell adhesion moleculed ( VCAM-) expression and improve
BMMSCs at passages 3 to 5 were treated with TNF-« for 24 h  the

migration and adhesion ability of BMMSCs was measured by migration and adhesion assays in vitro the expression

post-ischemic myocardial function. Methods

of VCAMH was assessed by Western blot. Cells were stained with DAPI for 5 min before transplantation at the end
of the fourth week cardiac function was examined by two-dimensional echocardiography and collagen deposition
was detected by Masson stain. Cells without treated were set as control. Results We found that compared with
control group TNF-a group significantly up-regulated the secretion of VCAM- after TNF-« stimulation as well as
migration and adhesion ability of BMMSCs ( P <0. 01)

rat model and decreased collagen deposition after ischemia ( P <0.01) . Conclusion Treating BMMSCs with TNF-

thus greatly improved post-ischemic myocardial function in

a could increase VCAM- expression and improve cell-based therapies for ischemic tissue.
Key words tumor necrosis factor-o; bone marrow mesenchymal stem cells; vascular cell adhesion molecule;

myocardial infarction



