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Expression of Tim-3 mRNA in the cornea of mice with recurrent herpetic stromal keratitis
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[ Abstract | Objective:To investigate the expression of T cell immunoglobulin- and mucin-domain-containing molecule-3  (Tim-3) mRNA in
the cornea of mice with recurrent herpetic stromal keratitis (HSK),and to explore the relationship between Tim-3 mRNA and recurrent HSK.
Methods: The mouse model of HSK was established in BALB/c mice, and recurrent HSK was induced by ultraviolet-B irradiation. The expres—
sions of full-length membrane-anchored form of Tim-3 (f1Tim-3) and soluble Tim-3 (sTim-3) mRNA were detected by reverse transcription
chain polymerase reaction before and 3,7,10, 14,21 ,and 28 after the irradiation. The degree of keratitis was observed with the slit lamp. Re—
sults: After the ultraviolet-B irradiation, the corneal stromal opacification reached the peak on days 7 to 14 in mice in the incubation period, and
sTim-3 and f1Tim-3 were highly expressed on days 3 to 14 and days 14 to 28, respectively. Conclusion: The high expression of sTim-3 in the
cornea is correlated with the recurrence and development of HSK, and f1Tim-3 may contribute to the rehabilitation of HSK.
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Fig.1 Average corneal stromal opacification after UV-B irradia—
tion
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Fig. 2 Expression of Tim-3 mRNA in the cornea after UV-B irra—
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