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Differential expression of secretory leukocyte protease inhibitor and cytokine-in-

duced neutrophil chemoattractant-2 in the process of wound repair
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Burns and Combined Injury, Institute of Combine Injury, College of Preventive Medicine, Chongqing 400038, *Department of Neurology , In-
stitute of Surgery Research, Daping Hospital, Chongging 400042, *Department of Emergency, Southwest Hospital, Third Military Medical
Uiniversity , Chongging 400038, China)

Abstract: Objective To study the differences in gene expression of secretory leukocyte protease inhibitor
(SLPI) and eytokine-induced neutrophil chemoattractant-2 ( CINC-2) in dermal mesenchymal stem cells (dM-
SCs) during trauma. Methods dMSCs were routinely isolated from male neonatal Wistar rats aged one day,
purified and expanded by the technique established in the prophase. Two pieces of sponges were implanted into
two 7-centimeter-long incisions on the back of Wistar rats aged 3 months. The wound fluid extracted from the
sponges was used lo stimulate the dMSCs. The skins around the wound were excised and grinded. Then SLPI
and CINC-2 were detected in dMSCs with or without wound fluid stimulation and the rats skin tissues of normal
controls or the wounded by RT-PCR. Mitogenic responses of dMSCs to SLPI were examined via the incorporation
of *"H-TdR into DNA. Chemotactic activity of dMSCs to neutrophil was evaluated by using a 24-well microchmo-
taxis Boyden chamber. Results Most of the neonatal AMSCs were spindle-shaped cells and exhibited multi-di-
rectional differentiation potential in vitro. In RT-PCR and experiment, SLPI and CINC-2 both increased in the
stimulated dMSCs and expressed strongly in the rat skin 1 day after injury. A concentration-dependent prolifera-
tion promotion was demonstrated in dMSCs incubated for 24 h in the presence of SLPL. Neutrophil experiment
suggested that CINC-2 was involved in promoting the migration of neutrophil to dMSCs. Conclusion  SLPI and
CINC-2 were up-regulated in the process of wound repair. They might play important roles in the proliferation
and chemotaxis of dMSCs.
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