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Abstract; Objective
animal model construction. Methods

To study the expression of MCHR2 gene in guinea pig and to provide evidence for
The full-length MCHR2 ¢DNA fragment was amplified from the total

RNA of fresh guinea pig brain tissue by RT-PCR. Then the MCHR2 gene exon 1 was amplified through PCR
from the genomic DNA of guinea pig brain tissue and cloned into pUCm-T vector and sequenced. Results  The
full-length MCHR2 ¢DNA fragment was not obtained by RT-PCR. The DNA fragment of MCHR2 gene exon 1
was 183 bp in length. As compared with MCHR2 sequence of human, rhesus monkey, ferret and dog in Gen-
Bank, a frameshift in guinea pig was introduced (additional A after the 47th bp), which placed a premature
termination codon shortly after the frameshift, shortening the predicted open reading frame. Conclusion
Guinea pig contains nucleotide sequence alteration that renders MCHR2 non-functional.
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