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Study of mechanism on loss of some components from basement membrane in epithelial - interstitial junction
in cutaneous pseudoepitheliomatous hyperplasia lesion JIANG Du - yin* . FU Xiao - bing, SHENG

Zhi - yong, CHENG Wei, ZHOU Gang, SUN Tong — zhu. * Key Laboratory of Wound Repair, 304 th
Hospital of PLA, Beijing, 100037, China)

[Abstract] Objective To investigate the relationship between the formation of pseudoepitheliomatous
hyperplasia(PEH) and the mechanism of loss of some components from the basement membrane in epithelial-
interstitial junction (EIJ) in the treatment of cutaneous wounds, when formation of PEH lesion was
induced. Metheds Morphological change in epithelial tissue was observed with histopathologic method and
electronic microscopy in 11 specimens of PEH lesions and 6 specimens of normal skin adjacent to PEH
(PEH - N) from 11 patients with injured skin. The expression characteristics and distribution of pan -
cytokeratin (p - CK), matrix metalloproteinase — 2 (MMP - 2), MMP - 3, MMP - 9, proliferating cell
nuclear antigen (PCNA), epithelial cadherin(E - Cad) and B - catenin(j — Cat) in EM] were detected with
immunohistochemical methods. Results Epithelial cells expressing P - CK presented squamous epithelization
and extended into deep layer of mesenchyma. In epithelium — mesenchyma junction, where N tyvpe collagen
and laminin were weakly expressed, the protein contents of p ~CK, E ~Cad, MMP - 2,MMDP’ - 3. MMP -9
were decreased, whilst the immunochemical staining of 8- Cat and PCNA was apparently increased. In the
junction, epithelial basal cells were observed to migrate and to depart from basal membrane, epithelial islands
and isolated epithelial cells expressing p - CK in mesenchyma could be observed. Ultrastructural observation
revealed deformation of epithelial basal cells, increment of nucleus/cytoplasm ratio, loosened intercelluar
junctions, decrement of electronic density of BM and derangement of BM stucture could be observed.
Conclusion Reduction in the capability of epithelial basal cells adhesion, differentiation and formation of
basement membrane and cytokeratin in PEH associated with wound may be the crucial cause which controls
epithelial cells migration into mesenchyma. That the contents of Col NV and LN were decreased may not be
associated with MMPs, but with enhancement of the ratio of B - Cat/E - Cad signal might be the important
mechanism of dedifferentiation of epithelial basal cells and the loss of ability of structure formation and
cellular migration.

[Key words] wound repair; pseudoepitheliomatous hyperplasia; epithelial cells; basement membrane
components; - catenin; E —cadherin
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Fig. 1 1In area of disturbancal epithelial constitution formation

and basal polarization in the PEH lesion, migration of basal

cells( 4 ) to stroma could be observed (HE, X 400)
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Fig. 2 The poor IV type collagen could be found in the

El1J of PEH lesion(S - P/DAB, < 400)
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Fig. 3 In the E1J area of PEH lesion, migrate of basal cells with
poor p - CK as a exuviate - like manier from as a former framework
composed of p - CK protein, and fragments of p - CK positive could

be found in site( 4 ,S - P/DAB, X 400)
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Fig. 4 Basal cells was strongly expressed PCNA in the E1J of
PEH lesion(S - P/AEC, X 400)
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Fig. 5 Strong P - catenin immunostaining (S — AP) could be
found on basal cells with weak E - cadherin signal(S - A/AEC),
in the EIJ of PEH lesion(S - P. X 400)
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Fig. 6 MMP - 9 signal was lacked on epithelial basal cells( 4 ), and
was strongly expressed(S — P/AEC) on CD34 positive (S - AP),

microvessel endothelial cells could be found in the PEH lesion( X 400)
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