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VZV vaccination efficiency. Methods Constructing eukaryotic expression plasmid pCDNA3. 1gE which contained
coding gene for the extracellular domain of VZV gE. The authenticity of the insert was confirmed by DNA sequen—
cing before it was transfected into COS- cells. G418 was used to select the cell line that stably expressed VZV gE
fusion protein. VZV gE gene expression in those cells was recognized by RT-PCR and corresponding protein ex—
pression was demonstrated by Western blot and immunofluorescence. An ELISA assay was developed with the use of
Ni** -NTA column purified gE as the coating antigen and the assay was then used to detect IgG antibodies against
VZV in 127 serum specimens of normal children. Results COS-7 cell lines that stably expressed VZV gE extracel—
lular domain protein was cloned successfully. mRNA encoding gk was determined by RT-PCR. The gE has obvious
immunoreactivity detected by Western blot and indirect immunofluorescence. Western blot proved the expression of
recombinant gk fusion protein in both cells and culture supernatant of the COS-7 cells. The total gk protein was
0. 632 mg/ml and the purity was nearly 90% . The serological test detected VZV-gG antibody in 81.89% of the
127 serum specimens from normal children. The specificity and the sensitivity of this ELISA test were 93. 75% and
88.24% respectively. Conclusion COS- cell lines that efficiently express gk extracellular domain protein was
obtained and an ELISA based serology test was developed and validated. The test is not only beneficial to the epi—
demiological studies of VZV infection but also to the screen individuals that are at risk of VZV infection.
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Effects of recombinant human endostatin on the proliferation of

hypertrophic scar fibroblasts derived from rabbit ears in vitro
Zhang Xiaoming' Yu Jian' > Huang Xueying' et al
(' Dept of Anatomy Anhui Medical University Hefei 230032;>The First People’s Hospital of Yichang Yichang 443000)

Abstract Objective To observe the effects of recombinant human endostatin ( thEndostatin) on the proliferation
of hypertrophic scar fibroblasts ( HSFs) derived from rabbit ears and to explore the related mechanism of rhEn—
dostatin inhibiting HSFs proliferation. Methods To establish the model of hypertrophic scar in rabbit ears and i-
solate culture and identify HSFs of rabbit ears; MTT assay and flow cytometry were used to detect respectively the
effects on proliferation and cell cycle of HSFs affected by rthEndostatin. Results The cells stained positive for vim—
entin. rhEndostatin inhibited HSFs proliferation in a concentration— and time-dependent manner and IC, values
measured for the 100 mg/L. The percentage of cells in G, phase in HSFs decreased ( P <0.01) and the rate of
cells in S and G, /M phase increased ( P <0.01) compared with that in normal control groups. The percentage of
cells in G, phase in HSFs treated with rhEndostatin increased ( P <0.01) and the rate of cells in S and G,/M
phase decreased ( P <0.01) compared with that in model groups. Conclusion =~ RhEndostatin can inhibit the
proliferation of hypertrophic scar fibroblasts derived from rabbit ears in vitro which may be related with the G,
phase retardation in HSFs.

Key words recombinant human endostatin; hypertrophic scar; proliferation; cell cycle; flow cytometry



