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Abstract: To investigate the effects and possible mechanisms of budesonide (BUD) on proliferation of human
airway epithelial 9HTEo-cells, cell proliferation was determined by Cell Counting Kit-8 assay. Fluorescence
microscopy was used to observe the morphological changes of 9HTEo-cells induced by BUD. Cell cycle was
analyzed by flow cytometry (FCM), and the expression of p27kipl was detected by Western blot method. The
results showed that BUD could significantly inhibit the growth of 9HTEo-cells (P<0.01) at the concentration
3~10 wmol/L. Marked morphological changes of 9HTEo-cells were found clearly using Hoechst 33258
staining. With the gradual increase of BUD concentration, the Gy/G, cells increased by degrees, while the S-
phase cells decreased gradually, and Western blot results showed that the expression of p27kipl of 9HTEo-
cells was up-regulated. These experiments demonstrated that BUD has a significantly effect on inhibiting
proliferation of 9HTEo-cells. Moreover, blocking 9HTEo-cells at the GG, phase by enhancing the expres-
sion of p27kipl protein may be one of the mechanisms of BUD inhibiting 9HTEo-proliferation.
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2.1 BUD Xt 9HTEo-2H 1t 58 &Y 22
0.3~1 pmol/LBUD X} OHTEo-4H g iy 3% 4 1l
T FE AR 855, 1 3~10 wmol/L BUD H A i 2%
FIPIHIVER, 2R MR, SXF R4
w, ZRAREN, &1L
2.2 BUD Xt 9HTEo-4A 7% F 2400
6 B R, 0 wmol/L BUD #H 9HTEo-4H ifl
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Table 1 Effects of inhibition of BUD on 9HTEo-cells

x+s n=6
BUD/(pmol - L) Inhibition/(%)
48 h 72 h 96 h
0 _ _ _
0.3 11.66+1.33 13.89+2.79 16.46+2.59"
18.85£2.16" 22.27£3.13" 21.06+3.06™

3 24.95+2.02" 29.58+2.03" 31.13+x1.917

10 29.37+0.69" 34.72+1.89" 40.64£1.78™
1 "P<0.05, “P<0.01, 52t B arbix.

Notes: "P<0.05, “P<0.01, compared with the control group.

0.3 wmol/L. BUD 4b ¥ J5 40 i 42 Y o 1 4h H BLA
5], AR ARG AT IR EOR, SRR 24, 4R AR
BOR R HOE . 1~10 wmol/L BUD &b 3 J5 41 fits
PRHH IR 24 . TR A ] LA i %
LR D, AR AR RN R, YT
T BEBEAE, 20 R UL 8 B BOINIR, SEOE RN 5T,
5 B TRV AN —, AT L ASORE IR TR YL W . B A
BUD Mk BE T+, S8AE 240 . T IR b Ry B
T 1).

A) Control group

(D) 3 wmol/L BUD experimental group

El1 % BUD1EMA 72 h FHE4MESE OHTEo-4HRERI LTS
Hoechst 33258 % &., x400.

(B) 0.3 pmol/L BUD experimental group

(C) 1 pmol/LL BUD experimental group

) 10 pmol/LL BUD experimental group

Fig.1 The impact of cell morphology of BUD on cultured 9HTEo-cells after treating 72 h

Hoechst 33258 staining, x400.

2.3 BUD %t 9HTEo-£8 i [EHi 4> % 5
5% BCZH %, 03 ~1 wmol/L BUD X
OHTEo-4H A J& ] 43 A 52 i A K, 1 3~10 mol/L

BUD fE I T4 72 h )&, S 140 g dioke e b, i
GG AMIZE LI 2, Go/M WIZAEA K, 9HTEo-
MMIRHHAE Gy G, ], I 2.
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Table 2 Effects of cell cycle of BUD on 9HTEo-cells

x+s n=3
Cell cycle distribution/(%
BUD/(pumol -L.7) Gy/Grphase : S-phase = Go/M-phase
0 67.097+4.217 26.45+3.664 6.443+0.566
0.3 72.337+0.408  21.453+0.630 6.2+0.240
1 74.75+0.885"  19.657+0.810" 5.59+0.157
3 76.367+1.45" 18.807+1.289" 4.887+0.165"
10 83.563+2.856" 12.887+2.357" 3.543+0.499"

TE: "P<0.05, “P<0.01, 55 2 R ZA L4
Notes: "P<0.05, "P<0.01, compared with the control group.
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=AU

it 25 W JEE R, p27kipl K 11 4RI
A KL 2). B Quantity one 43T A4 2
2SI 20 3K 11 45 5 B-actin 2B 1A B K BE T

{H, 1~10 pmol/L BUD SE5G2H 5% BZH Lh AR, 22 5
AR, Wk 3.
kD 0 0.3 1 3 10

43— . m— — — — — [3-aclin

27 —‘ s — p27kipl

E 2 BUD X} 9HTEo-£hAf p27kipl FikAIF M
Fig.2 The impact on expression of p27kipl of BUD on
9HTEo-cells

% 3 BUD 3t 9HTEo-4HAE p27kipl #A X R IEEHIF NG
Table 3 Effects of the expression of p27kipl of BUD on
9HTEo-cells

BUD/(pumol - L)

Relative expression(p27kipl)

0 0.349+0.023
0.3 0.462+0.028"
1 0.571+0.026™
3 0.712+0.013"
10 0.923+0.017"

TE: "P<0.05, "P<0.01, L xR 28 pb 4.
Notes: "P<0.05, “P<0.01, compared with the control group.
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