158 BWEEFRAMRS 428 H25 TR 284E3 )]

PR 26 AERE AN T VM T R

SUEHE ATP (L& 2 EERE DRERITE N v —h—BRERER AN DK

MRJEfERE Al At Ok IPEs IR

_;i.%

i

S S B 2 R AN DSBS X BB T LV F—
PR JAE RN T 5, SEEBE,  wE RE k% &
ETHREATH L. WEOT LV X =SB RIER, Th2
AT — Feflg e L2RBIRELE VWD, TAEY Y
T RIET LV — kS, #atEmEICRD N5 X9
WHEFEOT UV F =SS L TR - 72 E %
BHIL TR ERHLRLZoTWD .

Thl, Th2, Th17 # A7 — FIcfRFE L SN 2 0%
IS, HRGIEIREDINS, RO R N LR RIMETHLE
ENDBRC, RIEFBMALBIMENDE A7 1 T—5 =2
FoTRIEZRETERD AN Z ALDEAET B, T DI5E
45 T 1& Danger signal & 4y 4 & LATP, HAGM-1, S100,
UAZ EDBHISRTWS ). s o TATPIE, I
Rl O FERED L ) ICHREIEICELSESG L TwD
CEAREN YD T U F — VA RIE O Bk A
ENIED TV D, RIEKIS D30 & 7 5 8 A % ATP
LR, WEEEEL L THOTh2 # A —F%&
FM3 5 " WIS, ATPIZCa WA Z A L2 EE DT
FRERTG PEARRE 2 A L, CDIIbZEH, IGMkme ek, 1L-8
PEAE, AR S22 2 MRS Tw D Y UfifgE
Tb, ATPIC X AP MeEkile ERe R A 2 FET L L %
RIBLTWwS Y 288 ERICBVTIE, 7IVFLFY
7 ORI & BIL-33 BEAEICATP S5 LTWw5b 2 &8
EHERTHD ",

InvivolZBWTDH, ATPIZ XL 5 7 LIV F =Pl RAE
OFE, HEICHET 2SS ST b, OVAESE
< A% OVARIE$ 5 & BALHFATP A8 5. = A
MOATP#HET S L, X431 VAR TOLEID
& T UV F —MESGESE D4 T ORI A i 2 7oAk, BAL
O THIN, GFReERE, IL-5, IL-13 OBEhnAsis L.
% 72 ATP+OVA JE/E~ 7 A TIZOVAJE/E~ 7 A2l L
TUNF—USAERIEDOMELED, 5 OILRD,
ATPIZ X 2 BHIRANIE DG PEAL I e < SEFEITER T 5
CEDRENT T NS DBILRIEP2Y2 LT ¥ —KIE
RYATRADONLWI EHRDS, ATPIZZFDZEHEKT
HHP2Y2 LTy =oAL A LTT LV F—5GE
RIERHEBSELZEBWESh TS .

P EoMils & CEBREIWE T VBT B8R,
M EBEICL KX E WfFT& 5. K COPD
%> Cystic fibrosis & @ ATP O B @255 S N T 5.
COPD O & M b i (BAL) TIZATPSEifi% R L
AR & B 5. 7 HICHE L, COPD @AM
HHhEROBEERER TS A ¥ — 45w, BALHMeDH A b
HA VHEAERMMP (R M) v 7 A Xy Tar 7 —¥) A
ZATPIZ X Y HEL TV A Z EAMHERTWS P,

HAEE Tl FORELWEIZ BT % ATPIZEE§ 2 Mead
FIFEAEHE SN TR W, ATPIZRELE O fhER K &
TR LEREE WY SERS E RS 5. SRAREX
Wi B D FREENDATP DA 5. % R 5 72012, WFEFh D
ATPIREEZWE L, K& B OBIKREGES X OEHE o
MINBIE S, FIEA T4 T— & — & s L7z,

MR EHE

VIR SR NE, T LVF—k ¥ — @k T 5, HA
TUNEF—2EMBT - HHATA FI4 2201270
DWW TRE M EEB L OREE IR
& U7z, RS & i 2 9B D & B 1 K G A U
L, EGIOIEAREHMIMITB X OFREIE, W EGERA
AT o 720 ARG EERFR AR BEIRB, ¥R KR
KM ER RH O KEE1F T 5 (IRBAGEE T 13-083
i B B 237K 7 788).

FHRIEGNT T -0 v SIFREHRFRDI AT T 5 — AL
LT, BEEATIATF =2 AT 45%EHAKD
[ L T A, MRMRTEEE L 4 A 73R 2 I A2 LT
W LS L7z, $RIL 72080, BUEIBIEEC X 0 MR
4B L7zf%, dithiothreitol (DTT) THLFE L 72, KIZ3Ls
L, MR & i e L7z, MR i 4 b &
Yo h A FaFREEIT, KMz sy v L7
EERSRE 500 pl ~ 1 ml 537 L —70°C CHUEPRAT L 72
_EiErh o> ATPiE % Tl o> EnzyLight™ (Sigma-Aldrich Co. St
Louis, MO, USA) il L CHllE L7z, ATPOMEF v bT
O EERIE T AL 0.1 M TH o 72, I EEEE I X AE R
BAA KT 4 2 2004 1256wy, 2 I Uil $7 L7-.

W EH S AT 1E — JC L 1 49 #5 Bt & H v, Bonferroni
M8 3212 Cpost hoc MESFNT L 72, p <0.05% A & ¥
L7z, i3~ P3ME + SD TR L7,
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B/ R

FEBNE, Wil 50 %4, EE IS A Tho7z. BEBEER
R 1IRT. 2 R OFE, PER, BUEE ORI AR
Tdh o7z, R TIE, W& CR P LA
LV LT, WMERHET~YT 77— Y03 holz. 72
g S CUFRER DS W 2 7R L7z, S REIEMATIC LY
Wi BIE TR 2SI U 7B R D D e 0o 7.

e it ATP I A8 5 I LI B CAH RIS RA LT
(W5 EL#E379.1 £21.9 nM, 366.8+7.9nM, p=0.375, X1).
FMEE T - FEAA T4 22012 128D TR
WCHBE LTI 5 &, BERRA & i SR Ffe i < i
WL H ATP IS 75 58D H e 2o 7225, W E RIS
Mg U SR G B A RS RS LT /e (BE R 7Y
372.6 £ 7.3 nM, WEERERR 372.0 £ 7.4 nM, FEREFRR
%1 391.5+32.1 nM, p=0.003 (P EERRBR V.S, HIE R

A, 2). & 5\ZEPH ATP I A ER & IE O AHBIBIFR %
RL7z (R=03, p=0.01, [X3).

Z %

AWFE Tl B EZOEE P OATP 2 WE L, W&o
LAEIITATPAE N L, FRICEEOMECTHECTHL L
AR E Nz F W ATP I3 I rh BR B i & B L
TWb ZEx Wl L7z BN E LA i EkPE &GE 4
RETBEBD SO EHHE SN TWD Y RBFEIC
RBOLNRBH OBk E ATP2SHEBEYEZ ZEET 5
&, ATPShG O EREALICH G L T D 2 &AM &
N5, ATP (ZIEHALIFhERO LR HIH T 5 2 &5
WEINTWSE P X5 2 Lommatzsch 5 @ B 78 T 13
COPD & oW iRk, s 1R L ATPIZ X 5
WEERE, HHERT I A5 —EATCHE L TV D Z &S
NCTw2 2 i ERYE S 29 O B 512 & 2 Wi B o #ERL

R1LEFEER p<005ZHEAEDD & L. T TIgH+FERE TR LA NS, nonspecific (R4 L)

ey LRS! PfE
SEBEL, (M) 15 50
Bk, (W) 10/5 34/16 N.S.
Fiin, F) 52.4+14.1 54.6+17.1 N.S.
BASERE, (HV, A) 0 5 (10%)
Wi L ESERE, (W)
7/125/18
(BRI i Y/ P S5 e e A EEE R )
WE A SR
TMiasL, (x 105/ ml 8.1+9.4 7.7+7.3 N.S.
R¥LER, (%) 38.1+19.6 22.9+20.7 0.02
GrEEER, (%) 1.34£3.1 8.3+13.4 0.07
ik, (%) 55.5+19.6 49.5+23.7 N.S.
U v3Ek, (%) 1.7+1.1 2.616.2 N.S.
~ru7y—, (%) 3.915.3 17.0£17.7 0.01
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3. W I h ERE SR & R v ATPE E O B AR

il Ky

FUET X D AMESER SN TE D, WEIZBWTH ATPIX
FHPERZ AL SR B 2T, TLAVF—MREERE
B L CTWa RSN,
ATPDZEARIEP2 LT % —THhAH. COPDTIIRK
MAFHEROP2Y2 L 7% —HHUIITTHEL TV DL T &
RENTWVD P, SHMEEIEFTORL &7 5 =\
THEL TV D EZHRFT L EDPPEO—DIZHITS
N5, FLEEMBICESTLHA ML Y, FEIA Y
B LWL D DR EN TV R, KiF%EH S Thl %
Th17 BEEDOF A M A4 U ERE LTEZ BN, 5%0
ME LTS ZELITABEREEZONS.

HFEERY X b
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