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Expression of human (3-defensin-3 induced by lipopolysaccharide in human bronchial
epithelial cells

Ll Jia, ZHANG Bing, ZHONG Li-Li. Department of Pediatrics, Hunan Provincial People's Hospital, Changsha 410005,
China ( Zhang B, Email; zhangbing1959415@ yahoo. com. cn)

Abstract: Objective To study the expression of human B-defensin-3 (hBD-3) induced by lipopolysaccharide
(LPS) in human bronchial epithelial (HBE) cells, and explore the role of hBD-3 in respiratary infection. Methods HBE
cells were stimulated with different concentrations of LPS (0.01, 0.1, 1 and 10 pg/mL). hBD-3 mRNA expression was
detected by RT-PCR 2 hrs later. hBD-3 protein expression was detected by Western blot 4 hrs later. Results hBD-3
mRNA and protein was weakly expressed in normal HBE cells. LPS stimulation resulted in a significant increase of hBD-3
mRNA and protein expression ( P < 0. 01 ). hBD-3 mRNA and protein expression increased with increasing LPS
concentrations. There were significant differences in the hBD-3 mRNA and protein expression in cells stimulated by

different concentrations of LPS (P <0.05). Conclusions LPS can induce hBD-3 expression in a dose-dependent manner.
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hBD-3 might play a role in initial defensive reaction against bacterial invasion.
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11,2 &4 FiA R aiig (FCS) (Wi a2
HAH), 1640 (E [E GIBCO A H]), LPS (E. coli
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dNTP( Tiangen 3 F] ) , . L AERER R ( DEPC, bt
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J) , ST hBD-3 $ifA (Absun 23 7]) , BUR B bR IC
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10% FCS (1) 1640 5535 mL) ;LPS 41( X438 R 4 4/
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) 10% FCS 1) 1640 }EHE5 mL) . 48T 37°C |
5% CO, F:FR4f 1557 2 h J5 BENLISCAR 8 20 M,
SRJE SIS RNA, R T 8 SR R A0 3%
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1.2.2  #% % RT-PCR # hBD-3 mRNA &) & X
AN ) S 6 21 19 52048 1 R AR, >R A Trizol 41
$& RNA, MKWEOGRE(E , BUAE G B RNA HEA 7005 5
&1 uL FEFLE 4,2 wL ANTP,1 pL. MMLV, G 4AFH
20 wLo, W14 :70°C 5 min,37°C 5 min,42C
60 min, 70°C 10 min, LLi¥6F% 5% 77 1) AR, R H
Tag Jiff, #% LA T #2 /7 #47 PCR i, EUES19 0
5'-AGCCTAGCAGCTATGAGGATC-3', T 51 ¥ M.
5'-CTTCGGCAGCATTTTCGGCCA-3', F=¥): 206 bp,
N ZAE K :98 CHAL I 5 min, F22 94°C7E 130 s,
58°CiR & 30 s,72°C #Eifi 30 s, 4t 32 NG IF, f )
T2°CHEAR T min, P2YPLE 2% NG HEBERE b UK
[ B 15 B XS BR B-actin, J= 471 450 bp,
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T B E S g BEAR YIRS B TBST (10 mmol/L
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(1:2 000% B ) , fE =il FRBEREZN 1 h, R)5H
TBST 2 FYEIR 3 Ko )i AL 2 A 6 it ik
W, AL A6 BRI & (ECL) BB ZEK A
ECL (), &l Ml 7 3 min JX) X 28R It
1.3 GitZESHAE

FIr A B0 PR = B 22 (o = 5) 7R, 1 SPSS
13.0 BAFHATIT 2200 Hr. P <0.05 NEFARE
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2.1 hBD-3 mRNA %%

W RT-PCR Rl & B, 1E 8 A2 L R4
Jfgrh hBD-3 mRNA A i 335, LPS i3 LA I
KA fL)E , hBD-3 mRNA k34 in, 5 % B4 AH b 2=
S AR E B E (P <0.01) 5 A A ¥ 1 LPS
(0.01,0.1,1,10 pg/mL) i S 408 2 h J5, hBD-3
mRNARIKINHEZ G 2, HAE L3R LPS YR EEYE R 2
FE AR, R R e B AL ) A 22 R B
(P<0.05), hBD-3 mRNA # ik i) 2 & & 45 1 LU
hBD-3/B-actin Wt BE (AR XHE T35, 25 R W36 1 F0
1,2,

®1 FEREHLPS FSXSE EK MM hBD-3

mRNA 3R iE (x£5)
hBD-3mRNA ik
2H 51 SRR (hBD-3/B-actin Wff;ttﬁ)
Xof B ZH 8 0.13 +0.003
LPS 2
0.01 pg/mL 20 8 0.16 +0.007*
0.1 pg/mL 24 8 0.20 £0.003*"
1 pg/mL 20 8 0.24 +0.008*"
10 wg/mL 4 8 0.31 +0.010%"
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2:0.01 pg/mL LPS 4{; 3:0. 1 wg/mL LPS; 4:1 pg/mL LPS 4{;
5:10 wg/mL LPS 4,



11 EHTH P E % RILA L E Vol. 11 No.7
2009 47 H Chin J Contemp Pediatr Jul. 2009
03|

o]

£ g

s L =

< 0.2 =

z i

i i

9 0

a a

RO 2

0.1}
0 00l 0.1 1 10 ‘ ‘ ‘ ‘
LPS (  &/ml.) 0 0.01 0.1 1 10
g/ LPS ( p g/mL)
2 LPSiRES5 hBD-3 mRNA Rk B X R 4 LPSiRES hBD-3 ERRIEEBMNXR

2.2 hBD-3 BEB%EZ 3 itig

I LPS 5 930 UHF L S A0 4 b IS S0 6
1,7 SDS-PAGE BB Ik 430 , I A 1
AL hBD-3 2 P47 B 2k, LPS 11 7 5 A %S
B LK A0 hBD-3 B 126k, 50 IR L 2 A
e B E (P <0.01) ;K% LPS ¥ 11 hBD-3
BB IS R RN, 76 0. 01 ~ 10 pg/ml. 3 [H1 52
LRI 2% A [ vl 52 41 6] B AT 2 2
(P<0.01), hBD-3 Z5 1 % ik 19 2% & it 25 3 L
WBD-3/B-actin BE {4 R X (S, 45 S0 122 2 A
3,4,

®2 ARERERLPS $SXSE LKA hBD-3 F
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hBD-3mRNA ik
2051 BN 12/ €1 1
. (hBD-3/B-actin 6 HL )
X HRZL 8 0.181 +0.021
LPS 24
0.01 pg/mL 41 8 0.225 +0.020°
0.1 wg/mL 41 8 0.319 £0.010%"
1 peg/mL 21 8 0.376 +0.010""
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T IRYT fE H R G T R AR, (X S5 £ D)
— TR PR S W T R A0 U EE hBD-3 3k AR
fb, HEt = hBD-3 Fik & 5iF S W &2 H KR
T

LPS & 2 B4 17 4 B R 1) 32 22 B 47, 2 4l 1A
FET SR BB s N 5E 3R, O B I A 24 4 A
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20
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W2 IS5 — A B Y A LPS 52 5] 5 AOE 1
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