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Construction of the Lentivirus Vector of Human FAM172A Gene and Its Expression in Human Macrophages.  Li Meifang, Zhang Rong,
Li Lianxi,et al. Department of Endocrinology and Metabolism, Shanghai Jiaotong University Affiliated the Sixth People's Hospital, Shang-
hat Clinical Center for Diabetes, Shanghat Diabetes Institute, Shanghai Key Laboratory of Diabetes Mellitus, Shanghai 200233 ,China

Abstract Objective To construct the lentivirus vector of human FAM172A gene, package corresponding virus and identify its ex-

pression in human macrophages. Methods After PDC315 — FAM172A being taken as a template to amplify overall length of FAM172A
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gene, the products for amplification and lentiviral vector pLenti6.3/V5 — GFP were digested, linked together and transformed into E. coli

cells. The candidate clones were picked and identified by bacterial PCR, enzyme digestion and sequence. The correctly confirmed lentivir-

us vector of FAM172A gene and packing mix were co — transfected into FT293 cells to package lentivirus FAM172A and the corresponding

infection titer was measured. Western blot and QPCR verified the effects of transferring lentivirus FAM172A into macrophages. Results

The FAM172A gene was successfully inserted into the lentivirus vetor confirmed by bacterial PCR, enzyme digestion and sequence identifi-

cation. A lot of green fluorescence proteins in FT293 cells were found under fluorescent microscope. Viral titer was 1.2 x 10°TU/ml.

Western blot and QPCR confirmed that the expression of target gene FAM172A obviously increased after lentivirus FAM172A infecting

macrophages. Conclusion The lentivirus virus for FAM172A was successfully constructed, which established the foundation for further

function research of FAM172A gene.

Key words FAMI172A gene;lentivirus vetor; Macrophages
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Effect of Zhupiguatai on bFGF in Rat Skin Wound Healing.  Lii Xuxiao,Sun Mingjiang , Liu Changlong , et al. Shandong University of
Traditional Chinese Medicine. Shandong 250355 , China

Abstract Objective To investigate the effect of Zhupiguatai on bFGF. Methods After the models beingset up,the rats were ran-
domly assigned to 5 groups: model group,Jing wan hong group, the high does of Zhupiguatai group,the medium dose of Zhupiguatai group,
and the low dose of Zhupiguatai group. The 7,14days granulation tissue was taken to be as the desired experiment samples. The effect of
Zhupiguatai on the bFGF was observed. Results  bFGF of first 7 days in the high dose group were higher than that in other groups. Lev-
els of bFGF decreased in each tissue of The first 14 days. But it in Zhupiguatai high dose group was significantly higher than that in other
groups. Conclusion Zhupiguatai can improve bFGF levels in wound healing process.

Key words Zhupiguatai; Wound healing; bFGF; Immunohistochemistry
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