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Systemic sclerosis (scleroderma-SSc) is a connective tissue disease with abnormal accumulation of
the extracellular matrix. The cause of disease is unknown, but it is believed that three presumably
interactive components are involved including autoimmune lesion, endothelial cell lesion, and lesion in
dermal fibroblasts. The fibroblast portion of the disorder is characterized by over production of matrix
components, especially collagen. The purpose of this study was to observe the histological changes in the
early scleroderma from skin biopsies in 16 new patient cases in Srinagarind Hospital with diffuse
cutaneous systemic sclerosis, aged between 30-60 years and duration of 1-18 months. The matched-
aged of 10 normal skins from operated patients were controls. The study was performed by using light
microscopy and staining with H&E, Masson’s tichrome, Verhoeff’s elastic tissue stain, silver
impregnation, periodic acid-Schiff reagent (PAS), alcian blue pH2.5. The electron microscopy method
was also used in this study. In early SSc, the epidermis is atrophy and there is hyperpigmentation in the
basal cell layer. There is phagocytosis of melanin pigment by melanophage at superficial perivascular in
the papillary dermis. In dermis and adipose tissue, there are cellular infiltration mainly at perivascular
region (mostly lymphocyte, macrophage and plasma cell). The massive fibrosis was found around
vascular lumen and eccrine sweat glands. Almost elastic fibers from patients with systemic sclerosis show
elastosis changes, clumping and fragmentaion of the elastic fibers are also observed. There are atrophy of
skin appendages (hair follicle, arrector pilli muscle and sweat gland). From electron microscopic study
in early SSc, it reveals a well developed rough endoplasmic reticulum of fibroblast. Collagen fibrils in
reticular dermis and adipose tissue are compacted with collagen 8-20 nm in diameter. This study
suggests that in the early stage of SSc, fibroblasts secrete young collagen fibril. However, the increase or
the lack of feedback in collagen synthesis depend on the celiular and humoral immunity roles in the

pathophysiology of scleroderma.





