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Fig.1 The result of the IL-13Ro.l mRNA expression in CRL-
1762 cells by RT-PCR

Table 1 The effect of rIL-13 on cell proliferation in CRL-
1762 cells (cellsx10%/L, xts, n=3)

Groups 24 h 48 h 72 h
Control 2.10+0.12 3.30+0.21 4.20+0.11
rIL-13 2.90+0.14* 4.50+0.08** 5.60£0.19**4

*P<0.05, **P<0.01 vs control, 2P<0.01 vs 24 h.
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Fig. 2 The effect of rIL-13 on proliferation multiple in
fibroblasts
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Table 2 The effect of rIL.-13 on Hyp production in CRL-1762
cells (ng/2x105cells/ml xxs, n=3)

Groups 24 h 48 h 72h
Control 0.239+0.032 0.321+0.043 0.395+0.047
rIL-13 0.415+£0.036%  0.938+0.041%*  1.137+0.039***

*P<0.05, **P<0.01 vs control, 2P<0.01 vs 24 h.

Fig.3 The morphology changes of cells between control and
rIL-13 groups in HE stain (phase contrast microscope, x250)
A: many processes in control cells; B: cells in the rIL-13 groups grow
rapidly.
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Fig. 4 rIL-13 induces the expression of phosphorylated
STAT6 protein in CRL-1762 cells

A: the upper panel is the effects of rIL-13 on the expression of
phosphorylated STAT6 protein. The level of phosphorylated STAT6
protein in 2h was significantly higher than other time, the level of
phosphorylated STAT6 has been decreased after 4h of stimulation
with rIL-13.The lower panel is the effects of rIL-13 on the expres-
sion of total STAT6 protein; B: the luminious intensity of phos-
phorylated STAT6 with different time points. *P<0.05, **P<0.01
vs 0 h.
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