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Table 1. The primer sequences of B-actin, GLP-2R, iNOS, COX-2,
TNF-q, IL-18 and IL-6

Gene Sequences Length (bp)
(F)5’- GTCAGGTCATCACTATCGGCAAT -3’

B-actin - (pye AGAGGTCTTTACGGATGTCAACGT -3’ RF
o (F)5"- GGTCCTCCTGCACTACTTT -3’
GLP-2R  R)5'- CCAGGGAATAACAAACAGC -3’ _
Nos  (F)5'- GAACTGTAGCACAGCACAGGAAAT -3 -
(R)5'- CGTACCGGATGAGCTGTGAAT -3’
cox., (F)S"- CAGTTTATGTTGTCTGTCCAGAGTTTC -3 i
(R)5'- CCAGCACTTCACCCATCAGTT -3’
_ (F)5'- GCAACTGCTGCACGAAATC -3 ‘ L
TNF-¢ Ry’ CTGCTTGTCCTCTGCCCAC -3 199 HRE—2 A,
_ (F)5'- GTTCCCATTAGACAACTGCACTACAG -3’ , S L 21 DNA
IL-1B (R)5"- GTCGTTGCTTGGTTCTCCTTGTA -3 e PR
¢ (F)5- CCAGAAACCGCTATGAAGTTCC -3 128 SN

(R)5’- GTTGGGAGTGGTATCCTCTGTGA -3’
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