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Fig 1 Chronic inflammatory in distal esophageal mucous mem-
brane after esophageal acid perfusion for 14 consecutives
davs (HE staining. x 200).
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Fig 2 Inflammatory cell infiltration of esophagus in the acid
perfusion guinea pigs (HE staining. x 400).
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Fig 3 Chronic inflammatory in tracheal mucous membrane after
esophageal acid perfusion for 14 consecutives days (HE
staining, x 200).
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Fig 4 Inflammatory cell infiltration of tracheal in the acid
perfusion guinea pigs (HE staining. x 400).
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