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Corelation of PI3-K Phosphorylated Products and Th2 Cytokine
in Patients with Active Lupus Nephritis
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Abstract: [Objective] To observe the expression of PI3-K phosphorylated products and elucidate the corre-
lation between PI3-K phosphorylated products and Th2 cytokine in peripheral blood mononuclear cell (PBMC).
[Methods) 14 patients with active lupus nephritis and 12 controls were selected, PI3-K phosphory lated products
were detected by im munoprecipitation and Western blotting, RT-PCR was used to observe interleukin-6 mRN A
and interleukin-10 m RNA expression. [ Results] In either spontaneous condition or stimulated by anti-CD 3 anti-
body, the expression of PI13-K phosphorylated products in patients with active lupus nephritis were higher than
those of the controls(1. 14=0. 23 vs 0. 46 =(0. 12, P = 0. 023; 2 09 £0.63 vs 0. 65 +0. 14, P = 0. 016).
The expression of PI3-K phosphorylated productsin active lupus nephritis showed a positive correlation with in-
terleukin-6 mRNA and interleukin-10 mRNA ( » = 0. 652, P= 0. 008; »= 0. 718, P = 0. 007). PY 294002,
one of specific inhibitor of PI3-K, inhibited significantly the expression of interleukin-6 mRNA (2. 32+0. 51 vs
0. 57 +0. 15, P= 0. 009) and interleukin-10 mRN A (1. 71 0. 33 vs 0. 67 +0. 11, P = 0.006) in stimulated
PBMC in active lupus nephritis. [ Conclusion] PI3-K can involve in the pathogenesis of lupus nephritis by induc-

ing the overexpression of interleukin-6 and interleukin-10.
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Table 1 The expression of PI3-K phosphorylated products
in PBMC in active lupus and controls (4) - !
G roup n Spontaneous Anti-CD3 antibo dy -
LN 14 1 14+0.23 2.09+0.63 —
Control 12 0. 46 0. 12 0. 65+0. 14 ) : . PITK
p 0.023 0.016 Fig. | The expression of PI3-K phosphorylated products
in PBMC in active lupus nephritis (LN) and controls
M: Marker, 1. Control in spontaneous condition; 2: LN in spon-
2.2 PI3-K IL-6 mRNA. IL-10 mR- taneous condition; 3: ControlH-antiCD3 antibody; 4: LN-anti-CD3
NA antibody
, IL-6
WRNA  IL-10 mRNA (P IL-6 mRNA  IL-10 mRNA (P =
=0.08, P =0.006), CD3 (30 g/ L) 0.009. P =0.006). ’
IL-6 mRNA  IL-10 mR- PISK
NA (P —=0.003 P —0 009 IL-6 mRNA. IL-10 mRNA (r =
(P =0.005 P =0.008) . PY294002 0652 P=0.008 r=0.718, P =0.001C 2
CD3 (30Hg/ L) 2
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Table 2 The expression of interleukin6 and interleukin-10 mRNA in PBMC in active LN and controls ( 4, cytokine/’ GAPDH)

Control+anti CD3 LN+ anti CD3 LN+ anti-CD3
Gwoup Control ] LNV ) )
antibody ( p=12) antibody?” ( n=14)  antibody+ PY294002% ( n=14)
IL-6 mRNA 0.2140.03 0. 31 0. 05 0. 65+0. 10 2.3240.51 0.57%0.15
II-10mRNA  0.3440.09 0.38+0. 04 0. 71+0. 14 1.71%0.33 0.67%+0.11

1) compare with controls P<< 0. 01; 2) compare with control+ antibody P<C0.01; 3) compare with LN-+anti-CD3 antibody P<Z 0. 01
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Fig.2 The expression of intedeukin-6 mRNA(A) and interle-
ukinr 10 mRNA(B) in PBMC in active LN and controls
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