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Abstract Objective: To express human leptin in E- coli - Methods: According to the sequence of Chinese

obesity gene ( OB ) cDNA and the polycloning site of expression plasmid pBV 221, two oligonucleotide primers
were synthesized. Recombinant plasmid pUC190B including Chinese OB was applied as templates for the ampli-
fication of the translated region of the OB gene ( OB 1), and the amplified PCR fragment was verified with re-
striction enzyme- The OB 1 gene sites and pBV 221 were cleaved with two kinds of enzymes. then the cleaved
OB 1 was directionally inserted into pBV221. Results: Recombinant expression plasmid pBV2210B1 was con-
structed and human OB was expressed successfully- Conclusions: Through directional cloning technique: the
ligation between foreign gene OB 1 and expression plasmid pBV 221 was efficient and the expression of human
leptin was successful -
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Fig-1 PCR amplificated OB 1 and its restriction enzyme di-
gested fragments

lane M; PCR markers; lane 1;PCR amplificated OB 1
(460 bp); lane 2; Hind Il cleaved OB 1 (107 bp- 353 bp)
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Fig- 2 Restriction enzyme analysis of recombinant
lane 1.2 DNA/ Hind Il + EcoR | markers: lane 2.
Sal 1 cleaved pBV221 (3 666 bp); lane 3. Sal | cleaved
pBV221031 (4102 bp)‘ lane 4; Sal I and EcoR I cleaved
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Fig-3 Human leptin expressed in E. Coli
Lane 1. TG1; Lane 2. TG harboring pBV 221 (30 Ty;
Lane 3.TG1 harboring pBV 221 (42 C); Lane 4.low molecu-
lar weight protein markers: Lane 5 and 6. TGl harboring
pBV2210B1 (42 °C); Lane 7 and 8, TGI harboring
pBV2210B1(30 C)
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