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Immunolocalization of PDGF, TGF-B in the Relevant Immunol Cascade of Delay Tpye Hypersensitivity Induced by PDCM
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We have conducted several studies that are associated with the properties of PDCM. It was concluded that cross-linked PDCM is a
biocompatible, bioresorbable, and non-cytotoxic material. In the study of humoral immunity and cellular immunity induced by
PDCM, it was suggested that the cross-linking effect of GA might reduce the humoral immunogenicity of PDCM. The early wound
healing (10-14 days) of cellular activity adjacent to PDCM belongs to delay type hypersensitivity (DTH). We propose an inferential
model for explanation of cellular immunity induced by PDCM, however, the role of macrophages in the sequential cascade of this
model is still ambiguous. The subsequent study is to implant PDCM into the intra-muscular space of hind legs of 12 rats (Spraque
Dawley) to elicit DTH activity. With ABC method, the immunolocalization of PDGF-a and PDGF-b, and TGF-b in the implanted
wound were semi-quantitively measured in order to ensure the hypothetical model of the cellular immunity elicited by PDCM. The
results indicate that, as compared to control group, the secretion of PDGF-a and PDGF-b around PDCM or e-PTFE do not show any
significant difference (P>0.05) during 7,10,14 days specimens when the data were analysis with Wilcoxon Rank Sum test, but the P
value is marginal. On the day 7, the intensity of TGF-b immunohistochemical stain of both PDCM and e-PTFE group showed
significant difference to controlled group in the connective tissue zone (zone B). On the day 10 and day 14, e-PTFE group presented a
stronger TGF-b intensity than that of control group. It appears that both PDFE and e-PTFE may stimulate surrounding cells to secret
PDGF-a/b and TGF-b in the epithelium and connective tissue of early healing wound. They may indirectly cause osteoblast activity
and fibroblast activity and achieve new tissue regeneration in the long run..



