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Analysis of the periodontal natural immunity activation mechanism

by Beta-defensin-2 production
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Fox b BB MEEE % T X B &b Porphyromonas gingivalis(P. gingivalis) CHiliE L
72 HGEC 7»& hBD-2 23RS U CRBLT 2 Z L 26T L. L, WEEED
BPERBTH B EE LR A IR Z LB E R D LIRREEKICE W TO hBD-2 0%
HXEERHTH S, £ 2 TAIE, P gingivalis DIEEIC L > T hBD-2 OFH & IL-8 DI L
O BEMEICOW T iR L7z,

ZDFER, P. gingivalis 1% HGEC (28 TREERIZ IL-8 38 L " hBD-2 O¥#H 42 A EIC LF
S, TN OITREFAICBIEMEARRO SIS, R E IR F T D RAOERIIBD SR
Mol Lo 7T, JilEREoO HGEC (2517 % 1L-8 35 L U hBD-2 OFRELIRKIAE DR S 12
OO PTIRIEMER T FAETIUTAE L, RIS 2 BARGEHREO —mE 55 Z & 2VRg
.

WFZER R OMESE (2230) : Human  —defensin-2 (hBD-2) is one of antimicrobial peptides
produced by epithelium cells after stimulation by microorganisms and inflammatory
that of hBD-2 mRNA in HGEC was P2
gingivalis—dependently induced according to stimulation time and was connected with the

mediators. We reported expression
initial stage of inflammatory responses after infection by pathogenic periodontal
bacteria, with ultimately migration of neutrophils to infection sites. We investigated
the difference between the expression of hBD-2 and the production of IL-8 in HGEC
stimulated with various concentrations of P. gingivalis by RT-PCR and ELISA. Although
the levels of hBD-2 mRNA and IL-8 production stimulated with 2. gingivalis tended to
increase with exposure time, the levels were not significantly changed by variations in
concentration. These findings suggest that the expression of hBD-2 and IL-8 was observed

in P. gingivalis—stimulated HGEC regardless of the severity of the inflammation.
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WRFEREF IR FBED AT 245 T,
TR L0 R R E & R e &
MNTRT v b BRFIEICE Z 2 %%
DIEBRIZSOWT DT —< % 5.2 5, itk
3L (Expression of B-defensin-2 in human gingival
epithelial cells in response to challenge with
Porphyromonas gingivalis in vitro. Journal of
Periodontal Research, 2006 ; 41 : 334-339.) T
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Human B-defensin-2 mRNA & DIEHLDREHE
B2 AREMEAY P gingivalis YDA HEZ L -
THERRDHZEEMH LT, T720bb, A L
a5 Human B-defensin-2 mRNA @
FBLX P, gingivalis {IKEMEIZFR D B iy, £ DI
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A2 TND,
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B-defensin-2 OFEAMEZ G 2 Z & I2 XV,
A FERFE B I 1T D B IR R O ss b /EH]
ZNLRELTZWVEE 2 T B, B-defensin-2 D 4f
HERFS EREIC 2V T, Niyonsaba (Human
B-defensin-2 functions as a chemotactic agent for
tumour  necrosis  factor-o-treated  human
neutrophils. Immunology 2004;111:273-281.)
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t b B-defensin-2 (hBD-2) (%, v AT A
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actinomycetemcomitans X3 5t b
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(k) »oflt 5 I iz P gingivalis
ATCC33277 & Hu 7=,

(2) HGEC 0f53% : HGEC 1%, &AM
JoilE o JENRIR R C, bl E SN RHE R IR I CER AL
N-thA L0558t L, Matsuyama &0k
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(3) HMIEREBIKOH . P gingivalis 1%
CDC IfLiKFEREEHIC TR, 0.5% Yeast
Extract, 0.001% Vitamin Ki, 0.0005%
Hemin # %N L7= BHI ik IZE L, 5
& LT, O HI%Z 0.1% gelatin % &1
HBSS &LiRe L, 7EEFHI T 540 nm T
TEEARLZ L TR L, R REGRIK
Keratinocyte-SFM(Gibco) T 10 AR L5
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(4) HGEC ~® P, gingivalis D&Y% : TYPE
I collagen coating 24 /X7 L — MIHEf L 7=
b N R AE 5X 104 EFEREL, P
gingivalis WIHER L OMERIFEAE L LC, 1,
3, 6, 24, 48, T2 Kz ZNREL, £
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Ja XV total RNA Z[FIY, %L, RT-PCR
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IL-8 secretion ( A 450)
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