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ney tissue and serum from 20 patients with LN and 12 healthy control subjects respectively. Results (1) There was
signifcant difference between juvenile LN patients and healthy controls by RT-PCR immunohistochemistry and
ELISA Positive rate were 65.9% vs 8.3% 95.1% vs 16.7% 22.0% vs 8.3% respectively( P <0.05) . (2) Pos—
itive rates of LMP- in juvenile LN were significantly different among three methods and the positive rate detected
by immunohistochemistry was higher than the other two methods ( P <0. 05) . Conclusion The results demonstrate
that there are aberrant expression of LMP- gene in juvenile LN thepositive rate of LMP- in kidney tissue is high—
est suggesting that LMP- gene may contribute to the pathgenesis of juvenile LN.
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The expression of Treg in peripheral blood and lung tissue of COPD
Zhang Yingmei Yan Qing Liu Hui et al
( Dept of Respiratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To observe the expression of regulatory T lymphocytes ( Treg) in peripheral blood and lung
tissue of patients with chronic obstructive pulmonary disease( COPD) and investigate the role of Treg in the airway
inflammation of COPD and how smoking impacts the expression of Treg compared with population of normal lung
function. Methods A total of 24 subjects were nonsmokers with normal lung function ( NS group) 22 subjects
were smokers with normal lung function ( S group) and 25 subjects were smokers with COPD ( COPD group) . The
percentage of Treg in peripheral blood was measured by flow cytometry and the immune-histochemical methods
were used to evaluate Treg expression in lung tissue. Results The percentage of Treg in peripheral blood signifi—
cantly increased in COPD group compared with S group and NS group the difference was statistically significant( P
<0.01) ; the percentage of Treg in peripheral blood significantly increased in S group compared with NS group
the difference was statistically significant( P <0.01) ; the Treg levels in lung tissue were significantly decreased in
COPD group between S group and NS group the difference was statistically significant( P <0. 01) . The Treg levels
in lung tissue were significantly decreased in S group between NS group the difference was not statistically signifi—
cant. The total percentage of Treg in peripheral blood with FEV,% pred was a negative correlation ( P <0. 000 1)
and there was a positive correlation with smoking index ( P <0.000 1) ; there was no significant correlation between
Treg levels in total of lung tissue with FEV,% pred ( P =0.338) but with smoking index there was a negative cor—
relation ( P =0.031) . Conclusion In COPD patients the percentage of Treg in peripheral blood is up—regulated
but Treg levels in lung tissue are down-—regulated. There is a positive correlation between smoking index and the
percentage of Treg but it is negatively correlated with Treg levels in lung tissue.
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