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The Effect of EGF and VEGF on Morphology of Gastric Mucosal Tissue in Healing Process of Acetic — acid — induced Gastric Ulcer in Rats.
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Abstract Gastric ul-

Objective To explore the effect of EGF and VEGF on morphology of regenerative gastric mucosa. Methods

cers were induced with acetic acid in rats, and the expression of EGF and VEGF was observed with immunohistochemistry method on day
3, 8 and 25 following ulcer induction. The regenerative mucosal thickness, the number of dilated gland and the volume of gastric mucus
were also measured on day 3,8 and 25 following ulcer induction. And the effects of EGF and VEGF on the regenerative mucosal thickness,
the number of dilated gland and the volume of gastric mucus were analyzed. Results The integral light density of EGF on day 25 was

more than that of EGF on day 8 (P <0.01). The integral light density of EGF on 8 day was more than that of EGF on day 3 (P <0.05).
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The integral light density of VEGF on day 25 was more than that of VEGF on day 8 (P <0.01). The integral light density of VEGF on 8

day was more than that of VEGF on day 3 (P <0.01). The regenerative mucosal thickness on day 25 was more than that on day 8 ( P <

0.01). The regenerative mucosal thickness on day 8 was more than that on day 3( P <0.01). The number of dilated gland on day 25 was

less than that on day 8. The number of dilated gland on day 8 was less than that on day 3(P <0.01). The volume of gastric mucus on day

25 was more that on day 8 (P <0.01). The volume of gastric mucus on day 8 was more than that on day 3( P <0.01). Conclusion With

the ulcer healing, EGF and VEGF make regenerative deformans gastric mucosa convert to normal gastric mucosa, and make regenerative

gastric mucosa restore its functions.
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