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= Abstract =

Arsenic, especially trivalent form, produces highly toxic effects
to living organisms. By binding to sulthydryl groups in proteins,
arsenic interferes with many enzymes essental to cellular meta-
bolism. In this study, histochemical changes n ATPase activity
in the rat kidney induced by arsenic were investigated

Male adult rats(Sprague-Dawley strain) were treated with arse-
nic (As,O3)in three different doses, 10, 13, and 16mg/kg body
weight. The changes in the tubular epithelal cells of the kidney
were nvestigated by enzyme histochemical methods.

With H-E and PAS staining, the control and experimental
groups did not show appreciable difference in morphology
With ATPase reaction, the epithelial cells of the distal tubules of
the control group exhibited stronger enzymatic reachon than the
cells of the proximal tubules. In the arsenic-treated rats, the
proximal and distal tubules showed decreased enzymatic activ-
ity, especially in the latter.
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Fig. 1. ATPase reaction in tubular epithelial £1g. <. Alrdse tealuull 1 wWdUlar epinenal

cells in the control rat. G=glomerulus ; T==renal cells in the arsenic-treated rat(16mg/kg) shows
tubule. X 200. decreased reactivity. G=glomerulus; T=renal
tubule. x 200.

3

Fig. 3. ATPase reaction in the same rat as in Fig. 4. ATPase reaction in the same rat as in
Figg 1 as a higher magnification. D=distal Fig. 2 as a higher magnification. T=renal
tubule ; P=proximal tubule.X<400. tubule. X 400.
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Fig. 5. PAS staining in the tubular epithelial
cells in the same rat as in Fig. 1. Arrow=base-

ment membrane ; arrowhead=brush border.
X 200.

Fig. 7. H-E staining in the tubular epithelial
cells in the same rat as in Fig. 1. T=renal tubule.
K200.

iy

, e . :
Fig. 6. PAS staining in the tubular epithelial
cells in the same arsenic-treated rat as in Fig. 2.
Arrow=basement membrane ; arrowhead==brush
border. X200.

e

Fig. 8. H-E staining in the tubular epithelial
cells in the same arsenic-treasted rat as in Fig. 2.
T=renal tubule.X200.
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