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[(BE] BH HiTHRAFEKRHE'S RS (primary nephrotic syndrome, PNS) & T # 41 i T
BNKAKREBHREARKNELRBEREL, HE MARKBRIRE 64 HIRA PNS Hah s
ShJEL L T 9k B 40 i I #% (CD3*.CD3*CD4* .CD3*CD8* .CD4*/CD8§*) .CD16*CD56* NK 4 ig & CD19* B #
EAMKFREL, FERE 30 ARBEREARNER AELSTR, 4R PNSASXBAMNL.
CD3*,CD3*CD4* T i = 40 # P& i ,CD3*CD8* T B MM 7+ % ,CD4/CDS* IE B E TR HE R WA %I
%% (P 1< 0.05);PNS 4 CD16'CD56" NK 4 ffi 5 %4 SR 41 R, 71 CD19" B KB IR B £ 7t i HER
BRYEERITEEL(PH<0.05), 4 HMAPNSHEH THREHNHFILEREE™ELSE, HH
SRAETREFRAK , MR R ThBETLE
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The change and clinical significance of T lymphocyte subset, natural killer cell and B lymphocyte in
adults with primary nephrotic syndrome
LI Xiao ~fu, LI Yan -qing, ZHI Yan ~fang, et al. the Third Affiliated Hospital of Zhengzhou University,
Zhengzhou 450052, China

[Abstract] Objective To investigate the change and clinical significance of T lymphocyte subset,
natural killer cell and B lymphocyte in adults with primary nephrotic syndrome(PNS). Methods 64 cases PNS
patients in acute phase and 30 cases healthy controls were selected. The change of T lymphocyte subset (CD3*;
CD3+CD4; CD3*CD8*; CD4*/CD8"* ), natural killer cell (CD16°CD56*) and B lymphocyte (CD19*) in peripheral
blood were measured by flow cytometry. Results The percentages of CD3* T lymphocyte, CD3*CD4* T lym-
phocyte and the ratio of CD4*/CD8" were significantly lower in PNS group than that in control group, while the
level of CD3*CD8"* T lymphocyte was greatly higher in PNS group than that in control group and the differences
all had statistical significance (Pall< 0.05). Meanwhile, compared with control group, the CD16*CD56* natural
killer cell depressed, but the CD19* B lymphocyte rised in PNS group and the differences all had statistical sig-
nificance (Pall< 0.05). Conclusion The serious imbalance of the proportion of T lymphocyte subset exist in
acute phase PNS patients meanwhile with the cellular immune function depressed and the humoral immune
function strengthened.
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PNS ML B R&—MEE T NRER, B—&/
N R S B 45 & P U S R TR I8 e s Rk
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#5) ik 4 CD3* CD3°CD4* CD3'CD8* CD4'/CD8*
PNS 4 64 69.81+5.33" 36.83+7.97" 30.83+7.90° 1.3120.54°
Xt B4 30 72.50+5.60 43.00+4.34 26.53+4.07 1.67+0.34
. 5% A L, P< 0.05 (TH%E 86 &)
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