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Proliferation and Changed Phenotype of Human Proximal Tubular Epithelial
Cells Activated by Recommended Human Interleukin- 6

ZHAN Lin-da*, LIANG Wei-wen? WEI Jing?, ZOU He-qun*
( 1.Department of Nephrology, The Fifth Affiliated Hospital, SUN Yat- sen University, Zhuhai 519000, China;
2.LIN Bai- xin Research Center, The Second Affiliated Hospital, SUN Yat- sen University, Guangzhou 510120, China )

Abstract: Objective  The study was aimed to determine the in vivo proliferation and phenotype changes of
human proximal tubular epithelial cells (HK-2) responding to recommended human interleukin - 6 - induced.
Methods Cell proliferation was measured by MTT assay. The positive cells percentage of a-smooth muscle - actin
(a- SMA) were analyzed by flow cytometry. The morphologic transforming of HK- 2 cells was observed by light
microscopy. Results Incubation for 48 hours with 10 50 ng/mL rlL- 6 caused concentration and time- dependent
stimulation of HK-2 cells proliferation, whereas riL-6 inhibited HK-2 cells proliferation at 100 200 ng/mL
respectively F=201.582, P< 0.001 ,(F=43.943 P< 0.001). The DNA synthesis of HK- 2 cells was influenced by riL-
6. A basal level of a- SMA positive cells percentage existed in native HK- 2 cells. Incubation for 1 48 hours with 25
ng/mL rIL- 6 resulted in the maximal response at 48 hours F=442.22, P< 0.001 . The HK- 2 cells morphological
transformation was observed after incubation with riL- 6. Conclusion The results indicate that rIL-6 could
enhance HK- 2 cell proliferation and contribute to HK- 2 cell phenotype changes. In contrast, excessive riL- 6 could
inhibit HK- 2 cells proliferation. This could be a new discovered mechanism for how rIL- 6 exhibits pathophysiological

effects on tubular cells ultimately leading to tubulointerstitial fibrosis.
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Fig.3 Flow cytometry of HK- 2 cells treated with 25 ng/
ml IL- 6 for different time
A: Stimulation with 25 ng/mL IL-6 for 1 h ; B: Stimulation
with 25 ng/mL IL- 6 for 6 h; C: stimulation with 25 ng/mL IL- 6 for
12 h; D: Stimulation with 25 ng/mL | IL- 6 for 24 h; E: Stimulation
with 25 ng/mL IL- 6 for 48 h ; F: Negative control
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