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LN E

BESFEEZRR S THRMEERE T DE0ITE, BT O & S hEH
DT E RFFMBEANDMEEEZE T HLENH D, 51T, REDI b
O—)LHBETH D, JLARTF RTHAHLLITHEHE - RABEESGHEOHEE
ZREL., BHAHIELTUSATEDEVWIR#ER TR, ZORREEAT
5797, AHETIin vitroDRTUTFTOZ EZHASNIL . LLITED
Bl MR I U CTHhEEE 2R 9130 0 T/ < (Ouhara et al., 2005), X
TFRTVA KD EBERRBORIETEY A M1 2 RBEOREZIMHIL .
migrationZ{EET 2 Z EMBASN ER oz, TOXDITLLITId thafh - A E
BEEROBHEZRREL. BHAE L THERGHOEEENE X SNz,



SRk

WFEREE & Fht  (RBRFwbE - #Em)

WriaiaE - MrE 13 (BEBRFERZFEEEFRGUER - #0%)
7

MFESHEE BRI BEE  (RBKRFEWE - Bi#)
R RER (BHE) (SHHLL : 1)
BRI E HE2 TS o G
ERR 18 FEFE 1,800,000 0 ~ 1,800,000
Rk 19 4EEE 1,600,000 480,000 2,080,000
et 3,400,000 480,000 3,880,000
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(1) HMEEEEX

(2) #2HEK

1. FIEARTF R LT e FERMREOREEY 1 M AA D RBABLT
migration IZKIX T HE

et tmeBEA, EE-—A, BE W, ZAAE%X, REG., KEE
=, moigz, EEER

HASRRFERIMFENARE GE 125 ). BERE. 2006.

2. Effect of LL37 on expressions of inflammatory cytokines and migration
in human pulp cells, Mikihito Kajiva, Hideki Shiba, Tsuvoshi Fujita,,
Mayumi Morimoto, Katsuhiro Takeda, Norivoshi Mizuno, Hiroyuki Kawaguchi,
Hidemi Kurihara

55 28 [H H ABWPEIE 22 KE (The 5 KAE-JEA Joint Meeting). JA&.
2007.

(3) K&F

WRFERRRIT & 2 EE R M EEHED IR - BRI



&
Cathelicidin 77 2 Y —IZ/E@9 % 18 kDa cationic antimicrobial protein &

il

PIEXRT7FRTHO (Selsted et al., 1985; Ganz and Lehrer, 1995: Lehrer
and Ganz, 1999). HIENEVESALITHIALAN H 5 WITHRA THIBr S 7z € Rl
@ LL3T EMEIENSHALICH 2 (Ramanathan et al., 2002; Zaiou and Gallo,
2002). —75. NRHHMAE cathepsin L inhibitor TH S cathelin 33— K41
T3 (Zaiou et al., 2003). LL37 IZBHEITHEL TWEI AT A1 2 2R/
WY —HBEDORTFRT (K1), FHER, BIRBIE, KR, RO
b Bz R 3 K N AR D b MR TR S TWwS  (Frohm et al., 1997; Bals
et al., 1999; Nilsson et al., 1999; Malm et al., 2000; Murakami et al.,
2002; Dale et al., 2001; Ramanathan et al., 2002; Zaiou and Gallo, 2002;
Abiko et al., 2003; Devine, 2003; Hosokawa et al., 2006). LL37 DOHipstk
Frid, s ORBESRITIER T2 REMFREF ST RZD, BEICHFEL TWY
HERTFREBRECHEL TWIETERE ENEINITIHEEWN, EENZEIL
THZ &Ik THIE. EE. U ¢ )L A U THiEEEZ2RT (Peschel, 2002) .

PUATEMEICIA T, LL3TIRURR YUYy 5148 (LPS) ITHEE L. LPS O
FYERA 2~ (Larrick et al., 1995; Scott et al., 2000). F7=. LL37 i34F
Rk, BLER, T MR, bRz /R S U CEMIEE 2R T1E0 0 T2 < (Yang et
| al., 2000; Tokumaru et al., 2005), BERKDY A b1 2 EAIZED S (Elssner
et al., 2004).

Y FNE-HEEBRATIIHEET RUKELREOMBERENSHETRD NS
N, ZOERERKND interleukin(IL)-4 = IL-13 Oo@EFEH I XL 5 LL3T ®
B-defensin-2 7R EDHBEXRTF REABDBDICEIDHDTHSHLEMEINT



W% (Ong et al., 2002). =7. Kostmann disease DHWBEFHFTTIE LL3T £
a-defenisn ZREDHFERTF ROEAMETLTBO., ZOHEE L THIER
RN DTV (Putsep et al., 2002). TOLIDITHENTF R LL3T DFE
A ERBORBIIEEL TW5,

HEBER I LTl - RABEOBEARERESE DI, MEEROO
> ha—Jb, RIEOHWHB X OE ML OEECABETH D, FiEaEE. M
FRETERR ELHAEZ A 5 LL3T (dfl - SFEEGKROBAITERLE
TTHDERM LTz, FA2BIIINETIT LL3T L& O S AlF R & o6
AP 10 U CTHEE 2R 2 LS ML TS (K 2) (Ouhara et
al., 2005). ABFETIL, LL37 el O RAE D5 K OB R A% AE OO 78 11
LICBEDL 2 MZBSMNITT 72017, BEL N ERBEHRMHP cells) DAIEEY 1
A > FBB KO migration 1T &IET LL37 OFEEHRHNT=,

PR & ik

1. LL37 O&Hk

B U7z LL3T (CAPIS @ C KR OEEESL) O 7 2/ BBEFIIZ
LLGDFFRKSKEKIGKEFKRIVQRIKDFLRNLVPR T& %, X7 F R &k ZEE&E PSSM-8 (B,
RE) ZHAWT, LL3T ZEMIETER L. 87 FRLL3TZ MU 7)V4 O
Fedk [TFA. 825 nl  (FFHL. HCHR) 1. WEH A 3 > 35HiK (50 ul) . throamisol
50 ul. FOEAESE. ABD). Ethandithiol [EDT 25 ul (FIY%HG%)7. thyl
Methanesulfonate [EMS. 30 ul (¥HHLZ) ], 7=/ —)b [20 ul (FoEHizE) ]
DA TIVIZE > TL D U EEZ B, 10082 TF)L T—7 )b FIEMisE) T
PR T F REAE S, 99. 5818 / —)b (FOEHIE) THiRts, ke (¥



ATFvl, BB Tk TEBRE Lz, BIEEREI B LL3T OXRTF REZRE
AT > ZHIKITEE MR, octadecyl APW AT L RV —, HR) ZAWEHEHEE
HEAEI O~ 757 40— RP-HPLC. RV —) THE L. RTF ROSEET
0. 05% TFA 2B TWE 1 A 328K 100505 0. 05% TFA 282072 b2 UL

(FUYEHEE) 100%\ 60 min @ linear gradient 25 ). 1 ml/min OFHE TITF - 7=,

2. MALDI-TOF/MS IZ & %5 & &fFtr
BRLUZLTOAFEIEFATOAETHERE LU, LL3T | ng/mlZ2 nl&, <
cJw 2 X [50% (v/v) 7EHFZHMUJL / aqueous 0. 1% TFA solution] IZ¥
## U 7=dihydroxybenzoic acid (FIJe#fiZk) fafiyaik?2 nlz X7 > L A 7L —h
(Bruker Daltonics. Billerica, MA. USA) L TCiEfIt:. BLfEI B THMICH
Wiz, BEorEE L tine-of-f1ight mass spectrometer (MALDI TOF/MS.Biflex
III. Bruker Daltonics) ZMVy. EEMHriE20, 000V, positive ion modeTTT
o7z, TORER, BELULGRIENRNTF MIRBE E - 20 FEDME
WZ—DnE—rThRiENZ, UTOERITIE, ZOEKRLLTZ AW,

3. wBEAHRL D K=

b hEEREEMEE AW EOLERBIOEOFEA BN ZHIIL, BE
DEBZEZHERICEDREZXZIT/Z, 1P cells 1T, BEBEDZDITHEERIC
REINEERE MNEHEOEBEN S 2Bl 2. IRRUZ/NEED S EREH
WO U821 L. B 60 nn OffifasEEM > v — 1L (CORNING, NY)iZ

|

BEfHiT 7=, Bl 10%4-08 2iiE (FCS, Biological Industries, BeitHaemek,
Israel), 100 units/ml ®R= U > (HIBEEE, HE) . 100 pg/ml DAL T

Mo (HBEE), 1 pug/nl 7y >FJ > (GIBC0) & Dulbecco’ s



Modified Fagle Medium (DMEM. H/K#ZE, B3 (5 A) 2 A We, MR
3TC. 5%C0, [HEHTITo /=, HBEMHR T S - FEL TE72 HP cells
MWMATINIT Y MIZELULERERT. 000 Y T2 2B LT 0.02%
ethylenediaminetetraacetic acid (EDTA) 2% Dulbecco’ s PBS (-) (H/K. 3E
R HA) THIRZ B2, )72 > BIOEDTA 25< 20, Mgz 120 X
g T 10 AMEOEAR Ly b2EIL. 10 cn & v — L2 8X 10°ED HP cells &
BREL, BOEMAZAWTERELZ, DITOERITIE 6 R HP cells Z2H

W7z,

4. MiOETR |

HP cells ZFMAICIREL., [R5 —F 20N — 37z 96 well 7L —
~ (SOMILON.FERN—2 51 b HH) 12 5.0X 103 cells/ well DFEE TREREL 7=,
HP cells & 10 HREEEZER. 100 units/ml ORXR=Y >, 100 pg/ml DA L
TRIAT0 1 ug/nl DT 7 F) U EEE DMEM (55 B - i iE i) 1232
#iL. LL3T (0.1705 10 ug/m) &R L. & 517 24 BRI L7z, BB T 0
4 RFEETIZ 20 ul @ Cell Titer 96® (Cell Titer 96® AQueous One Solution Cell
Proliferation Assay Kit; Promega, WD) Z G L 7z, BEK 7. 490 nm 2B
B BAEERFET B T 17 & o TEMIKEFHIL 72

5. HP cells ™53 & RNA O

BERHZOSXIVMEDHP cells 251 135 —452%a—rLE 6 RS
L— T (SUMILON) izfBfEL . 85t A 2/ 13 HRES#EL =, BIEHE. K B
THP cells & 2 [FPEH L 7=, LL37 (10pug/ml)H25WI P2X, LTy —D7
d=Z b T % Benzoylbenzoyl-ATP (BzATP: 100 uM) 2 & 0553 B T 30 4[]



RIAVEE L 7=, & 517, Staphylococcus aureus IR OXTF R 27 B> (PGN:
10 pg/ml, SIGMA) THP cells ZHIM L. 6 R EZRII =, BBEKTHE.
PBS THP cells 2 L. ISOGEN (Zw R I— 2 HE) & HWTH RNA 2
U7z, RNAREI VST (260 nm. 280 nm) TRIE L 7=,

6. Real-time polymerase chain reaction (PCR) %

LU RNA L pg 2 AW THERE 2T >7 (First strand cDNA synthesis

kit, Roche, Indianapolis, IN). #&5h7= cDNA % 5 f&& L T LightCycler”

FastStart .DNA Master SYBR Green I (Roche) & LightCycler 2.0 (Roche) ZF
TUTIWNEIALTEZSF YL, mRNA BEZEBITL 2. RISE. 95 CTT 10
5> (denature), 95 CT O M. 58 CT 10 MM, 72 CT 10 BEDOKIEZE 40
P12V (PCR). 95 CT I8/, 66 CTTI0#MHE. 95 CTOMME (nelting).
40 CT 1 5[ (cooling) ITTIT o7z, AWET I1 < —DHEEEFI% TABLE
IRT  BREMEY A M1 2 (IL-6 BEDIL-8) BL U sEBaHIIE DLtz (7
WHYRAT 75—t (AlPase) B UIF AT A RTF ) O nRNA FEBIL,
housekeeping gene Td % glyceraldehyde-3-phosphate dehydrogenase (GAPDH)
mRNA FBUT K S % [L-6. IL-8. ALPase BEL A A FH %7 F > @ mRNA HEHD
BHETEL.

7. Reverse-transcriptase (RT)-PCR

P2X; LET Y —DREMT I <— (TABLE) 2 AAWT, LiiO¥EHEIZL
THRON/Z cDNA ZIBIR L 72, B o N PCREMZ 1. 5% 7 JT 00— A7 )L H TUkE)
Utg, TFPULT7OvA RTRA, ARkl



8. P2X; Lt /¥ —FB

BERZHZOIX10MEDHP cellsZcell matrix® type I-A (FHETF >,
KBR) 23— L7235 mm Glass Base dish (IWAKI, FZ5) IC#EfEL. BHAZHA
W7 HREIES#E LU=, 7 H#. PBS Ik o T¥E L. 4% paraformaldehyde &
OPBSIZTC. =R, 10 HEEE L2, EER. PRSICTHEL, 0. 2812 &
0.1% Triton X-100Z2&DTBS (FovF > 7Kk ZHAWT. EiR, 10 2E7 0
vF T Uiz, BIERE, PBS ICkoTHHL, Ty F 2 ZRICHPI, L &7
% —¥ifk (Santa Cruz Biotecnology, CA, 100 fF@mIR) Z&F Lz —REMAIK
ZRIBT45 . HP cellsiTfEH B2, — RPN E. PBSIZX 2557
OV ES EREDIELZ, R¥fEHE LTI, secondary Alexa Flour®488
anti-mouse IgG (Invitorogen, Carlsbad, CA: 12200V &8 L7=7 0w F > 7% A
W, Eil. 30 SREERSE. TO®%PBS ITTH fMEvEH T 28IEEZ4L BIRED IR
L7, confocal L—H —FEMEEE LT, Zeiss LSM510 laser Scanning confocal
microscope (Zeiss Microimaging Inc., Thornwoood, NY) ZF >, HP cells
BB LR, YIF 2745 A MdAlexa Fluor® 594 phalloidin (1:250)% A 1
THREL,

9. Migration assay (Transwell insert #& Wound healing i)
Transwell insert &% (E3)

HP cells @ migaration i& Boyden Chamber % Wz 5iEICHEL 7z Transwell
insert JRIZE o T L7z, HP cells ZA T L 2T VI —~EESED
¥ Transwel® (E# : 24 mm. A7 P X : 8 un, corning, NY) OWAD A>T
L>T7400&—% 10 ug/ml ® cell matrix® type I-A (FHETF) TER.
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1RO —7 ¢ > U7z, PBS T 3L =%, Transwell 2 10 pg/ml @ LL37
EEOEM B MR S5NTNVDS 6 /K7L —k (corning) IZHELZ, Inl Ok
M B ITEEI N/ 5.0X104fHD HP cells 2 [ Mas—4» > na— sk
Transwel | IZHEREL . 1 2BEfIEE L7, B3 T, Transwell PRI A > 7
L EO#ZAD LAN—2AWTHEED, Transwel | AMHD A>TV 2F
HICHETET 5Mfd% nigrated iR & U7z, Transwell 2B AT L2 2E0OH
U. migrated Mg 2 M AHERMEZANWTHIY > ML,

Wound healing ¥ (94)

BERHZOD SXIVMEDHP cells ¥4 71 a5—42%a— kL6 RT
L— b (SUMILON) IZHEFEL . B A ZF\W 13 HREEEL /=18, BB ta> 7
WL M HP cells 2 2[HE3EH L. EXy bF v TOREICE > T, Pz
HP cells O—HZHEETL — b SREM oz, FIEFE. HP cells & LL37
(10pg/ml) . BzATP (100 uM). heparin binding-epidermal growth factor
(HB-EGF. 10 ng/ml)Z& 1K B T 24 BRI L 7o, MATASRASIT T, 4
BO—EHEL 72 D ORI OMIKRAFEAL & MR AR S N2 HBH Il
U7z HP cells Z migrated HP cells L7z, Migration | NIH 1 A—J12 k-
CHIE U7z migrated HP cells ODEEOBIICE>TELZ, £/, LL37TH
&£ % HB-EGF 12 & % HP-cells ® migration 2 R IF T & BHZE X

(PD98059 (50uM) : p44/42 FHESE, CALBIOCHEM., CA. SB203580 (10 uM) : p38 FHEE
3£, CALBIOCHEM. SP600125 (10 uM) . INK FHZE#%, CALBIOCHEM. PDTC : 10 pM .
NF-«B PHE %, CALBIOCHEM. EGF receptor (EGFR) F#uHifk (Ab) (10 ug/ml) :LAB
VISION, CA. AGI478 (30 nM) : EGFR U > E&{bfHZEHI. CALBIOCHEM) D%

N7z,

11



10. ¥estuLe
—HEoZEORENL Student /- test (P<0.05, P<O.01) ITkoTiro7,

FER
HP cells DAFITKIFT LLIT O E
S5 LL3T N 24 BRIt 0 O > b O — )LV BE ORI EIT X § 5 LL3T e

DB OB EE7RT, 0.1 pg/nl 5 10 pg/ml @ LL3T X HP cells o4
MR C R R ho Tz,

HP cells iZ®BiF5 P2X, LT 5 —FH]

B6IXHP cellsicBiF2 P, L7y —FHBEZRT. HP cells iE P2, L
75 —O mRNA ZFHB L TWe, SOEREREN S, HP cells iZBWTPAX; L
w7y —% ‘//\c’ﬁgﬁj\?‘@%ﬁﬁfﬁ%é N7z,

PGN FAE FIZ BT 5 HP cells @ IL-6 mRNA F O 1L-8 mRNA FEHIC K I1E9 LL3T O

-2

1 5 10 pg/ml @ LL37 B T3 IL-6 mRNA HEICHEZ RIFI 2h
57 (7). 10 pg/ml PGN OFBIZ & T IL-6 mRNA FEE RIZHIL 7275,
ZOHEME LL3T [ JBERGFERICMH LZ (K7), P2X LT H—D7 IR
K T® % BzATP (100 uM) ® LL37 [d#%k. PGN (2L % 1L-6 mRNA EEHDFE
EMHILE (K7), IL-6 #HFER. PGN i2X % IL-8 mRNA REHOMEEZE

LL37 BL U BzATP i3I L 7= (K18).

12



PN 721E FIZ 35135 HP cells @ AlPase mRNA JeURA AT+ % 2 F> mRNA %8
I RIET LL3T s

10 pg/ml @ PGN {2k > T ALPase mRNA REIIZE %2159, LL37(10
pg/ml)H L TNBzATP (100 pM) H ALPase #HRITIZIEEZ RIT S ah-7=(XK9),
F7-, PGN (10 pg/ml), LL37(10 pg/ml)3 L7 BzATP (100 uM) DFHFE FIZH

WT, HPcells DFATF %7 F > mRNAFEBRBZLLah-72 (K10),

Migration IZ&%IE9 LL3T D&

Wound healing ## 3B XL\ Transwell insert %12k 5 HP cells @ migration
WCRIFTLL37T DFERZR 1 112”7, 10 ng/ml @ LL3TIZHP cells @ migration
L7z, —4. BzATP (100 uM) i3 migration WWEEE2RIFShokz (K

11), MDD nigration D5 #ri& Wound healing i#Ei2 Xk > Tfro 7=,

LL3TIC k> CEEIND Migration ICRIFTEBHESOZE

INK BHEFETH S SP600125 (10 pM) i, LL3T Tk o THEINS HP cells
D migration ZMH L7 (K1 2), —H, p4d/42 FHEZETDH % PDIS059 (50uM) .
p38 FHEFE TH % SB203580 (10 pM) . NF-«B FHEF TIH % PDTC (10 uM)id LL37 iZ
Ko THEINSHP cells D migration ICEEZ KIS aho7z (K1 2),

Migration {2 & iFd” HB-EGF D&

10 ng/ml @ HB-EGF /L HP cells @ migration {2 L7~ (K1 3). SP600125
(10 uM) 1%, HB-EGF ic ko TEE X% HP cells @ migration Z#HIL 7= (X
13).

13



LL37 BELNHB-EGF iz k- TEE I N5 Migration I &IX9 EGFR OBE 5
EGF receptor (EGFR) fufifk (10 pe/ml) BENAGI4ATS (EGFR U EE(LFHE
%D 300\ 1. LL3TIc k> CEEEINS AP cells D migration ZHIHIL 7= (K

14), %7~ EGFR HFIHfkB L TN AG1478 1% HB-EGF 12k % migration HMH L

7= (K14),
E

LL37 OHEEEIZH ST WA, b0 £FICRkIFd LL37T O8I
TETH S, KHFEITHBNWT, LL3T7 i3 HP cells OMIfAAERFICHEE KT I/
Molz, FiEEEZERT LL37 Nt MAlICEEEZ 5 X 5 Z &7a< b Ml
fa OMEBERIE 21T 2 2 Z EAVRBE S Nz,

P2X LTy —T77IU—IZET 5 P2X; L7/ ¥y —I3K 2 MEERMDS >
INIEEETBHAF > F v 2 RIVBIATP ZBMAKTH S (Torres et al., 1999).
LL37 12 & 581 MAA > RBHIENCRI T 2 M5 LL37 ¥ P2Xr L& 78 —%
LU TE FOBIKRD IL-1BOELZEET 5 LW HE DA TDH D (Elssner et
al., 2004), 7> T, KFEIZHBNWTH LL37TICX D dMla0 1 M1 %
HHEND P2X; L Ty — D5 %EE X7, £9. HPcells 21 P2X7 L& 7%
—ZERBELTWB I E2BRTBLVI NIEL NV THENI L Z, U1
N CRBEICBT S LL27 OFE T, LL37 B Tld HP-cells @ IL-6 3K
N IL-8 O mRNA FHICHEZE RIFI7ad o724, LL37 X PGN 2L » T#HE
a5 IL-6 BENIL-8 ® mRNA FEBOMEEZMF L 2. LL37 k. P2Xy
Lt T —7 =X N TdH5 BzATP 28 IL-6 B X IL-8 ® mRNA FEi % il

14



U7z. DEDRERM S, HP cells iIZBWT LL37 12X 2H 1 MhA1 > REIMNH
R P2X7 LET S —2 g2 LAavrBaNZ (K1 5), =512, LL37
DYA MIA CHBICRIETZRITHMEOBEICKEL TRIED Z &0 57
&0z,

IR IERF R D ALPase 3. ARILEEZ A T 5 EFHMECKREHMBOS LS
FAMMEDO—ZEE L THW SN T 5 (Wlodarski et al., 1986; Kato et
al.,1988). t ~ElEfisk D ALPase b g2z ERFRAYTH D (Goseki et al., 1990).,
SO B X OSFFHR T OMLO ALPase (d#8E DR LiaHifED
ALPase & HATE VY (Nuki and Bonting, 1961; Yosiki and Kurahashi, 1971),

512, BREF & LT ALPase 2 i W zle, ALPase 3RS EE OEA & RET
% (Seltzer, 1959). F AT 427 F > (secreated protein, acidic and rich in
cysteine, SPARC) 3BT RFEBOXFERIEIST S HEYNNIVETHD
(Termine et al., 1981a, 1981b), T AT %7 F VIR FHFMICL < FEHL T
Wa N, ﬂ%ﬁv\ll:f;w&ﬂ]ﬂaf WIRENED 5 N7n (Reichert et al., 1992;
Bégue-Kirn et al., 1994; Takano-Yamamoto et al., 1994; Shiba et al., 1998).
LLEDZ ENS, ALPase EA AT AR F 2 idBEMi O LsRE & L THW
53 TW% (Shirakawa et al., 1994: Shiba et al., 1995, Shiba et al., 1998:
Shiba et al., 2001: Shiba et al., 2003) . AWFZLIZHB T, HP cells O ALPase
EFAT IR FUBEFHRINIKITT LL3T OFEEHZE A, LL3T 1
ER U 2t O HMEIRR I8 2 RIS ah o 7z, Lk, LL37 I3 shfaHiA
05 SFF A DSEITIZEE S LI WRREHEAVRIB S vz,

LL37 \3f ek, BBk, THif. bRMiEz Eiou U TEREEZ/RT (Yang et
al., 2000; Tokumaru et al., 2005), Z® LL37 OFE{LIEMIIBEEEMETH
% Bk EEMILIZHBWTIE EGF L2 74 — O transactivation, 71

15



FATHHEFHER, BHER, T fIfIcBWTIE formyl peptide receptor-like 1
FPRL)ZAN L THL S, AHFENS, LL37 12X 5 HP cells @ migration 12
EGF Lt 7% —® transactivation & INK DIE AL S L TV 5 ATREMEAURIE
7z (M16). HP cells © RO X D 7mBERHMED LL37 X5
migration {Z /& EGF recepotor @ transactivation 73 AZEMN B L 1720,

MO BAE, BEITIE, OB, HEE, HMEARETH D, RHK T,
LL37 IZ migration Z{eE L 720%, A ZFME D2 LIEE TH 5 ALPase ©F A
TAXRIF R EDBLGTHRBRICIZE L RIEE M o7z, 8-> T, LL37 I3
fa bz s 2D TIdAR<, BEDOYHERICHROBETMLNOBE 22
EL, MHBEEICEDS LHRIND,

AEMEEBER O L TRESRTERRERIE T 5721013, KEOHH. #
RO D FO— IV BIOEEMROEELCNHLETH S, AFFLOKRIZ.
LL37T N REEPHIH R & eBER IR DIE MR LREZ /T 5 2 L &R L7z, LL3TIED
BB EM RN U ChilmE 2 A 9 % (Ouhara et al., 2005) ., 2oLk 51z, LL3T
ERIE OME, BEHIIL OIE LB KO RO I > hO—)L & #H 2 2l fE
HRHDTENE, WRERITENRH LU WEREEITR DG Z EAVRB I N7z,

LL37 135 R A e 126 U CHBTEE 2R 3130 D Tia<, PGN IC X D thidh
MR DRIEMEY A N A A > FBIORHEZIH L. migration Z LT 5, LL37 X
FIEIETE. REEY A N1 O RBEOME B L O s A OFE I LER 2
BTHILENS, thith - FAEESKOBEZHZ 2RFThH S HEMEIRE
N7z,
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TABLE

Oligonucleotide sequences of primers for Real-time PCR

GAPDH

Al Pase

SPARC

IL-6

IL-8

Forward Primer
Reverse Primer

Forward Primer
Reverse Primer

Forward Primer
Reverse Primer

Forward Primer
Reverse Primer

Forward Primer
Reverse Primer

5-AACGTGTCAGTGGTGGACCTG-3'
5-AGTGGGTGTCGCTGTTGAAGT-3'

5-GCGGTGAACGAGAGAATG-3'
5-CGTAGTTCTGCTCGTGGAC-3'

5-CTCAAGAACGTCCTGGTCA-3'
5'-TGCCAGTGTACAGGGAAGAT-3'

5'-GGAGACTTGCCTGGTGAAAA-3'
5-GTCAGGGGTGGTTATTGCAT-3'

5-AGTTTTGCCAAGGAGTGCTA-3'
5-AATTCTCAGCCCTCTTCAAA-3'

Oligonucleotide sequences of primers for RT- PCR

P2X7

Forward Primer

Reverse Primer

5-AGATCGTGGAGAATGGAGTG-3'
5-TTCTCGTGGTGTAGTTGTGG-3'
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