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Histological structure and pathological lesions of gill in teleosts
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The delicate histological structure of gill in teleosts can be casily affected by a variety of biological.
chemical or physical detrimental agents because it is directly exposed to the surrounding water. The
epithelium of secondary lamella is thin to allow efficient gaseous exchange and this also renders it
particularly vulnerable to various pathogens. As well as the main respiratory role, the gill has other
various important functions such as acid-base balance. osmoregulation or the excretion of nitrogenous
waste products. Thus destruction of epithelial integrity such as epithelial necrosis or thickening can
render a fish very vulnerable to respiratory, secretory and excretory difficulties. This article was tried
to describe in detail the common processes of pathological responses correlated to the normal histolo-
gical structures of the gill in teleosts.



