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E3. COPD EWiRoFHANE (L5 L halH).

A, CiZCOPD, B, D W8, WESATIZBIZR SRS L S |2 eosinophilic
cationic protein (ECP) M{EUFRERROEMA, B, D O L 9 & ER 8 L XK
MORED LD H DA, COPD(A, C)TREIV-AMRBRBOH SR A,

A) p<0.01 B)
NS p<001’
60' o 60. &
. D o 4 a
E 40+ 5 3 E 40,
° E
Y pS e = r=-059
o 204 ,%, o @ 204 p<0.05
F & Bronchial asthma
r=-0.54
° 8 P <001
0- _ . o od, 00 & oo Ol Sicts
Bronchial Chronic  Normal 40 50 60 70 80 90 100
asthma  bronchitis volunteers FEV1/FVC%(%)

E4 SREHRDOFTAY AP (SP) &t (L6 X hEIH).
A) TR X 9 12 COPD (chronic bronchitis), %% %W & (bronchial asthma)
TISPERVMEALINVERIZLAL TSN, B) Tk { SPEROMIN
MR E O RAERE L FRICHMET 5,
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20
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Eosinoiphil (%)
B15 SeEholffsRemanr (%) L9722 2AP (SP) &t (X
6 £ DglH). WA (Asthma) TS IZHMA S 545 COPD TIRED &

B6 FRHFICHTHHEE NO GFEE (NOS) L= buFud » (Tyr-
NO2) SffEfmm B (7 »551H
g A (ALB), E¥EWA (C.D), COPD (E F). #H AL H~A5% %0
B X COPDTINOSEBit#il = FuFo i B0 mss b, mEl
OFBETHIL - BEILLAPLAOKEYHLHLZ EH0H5.
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A) 1204 ASTHMA  r=0.90 , COPD r=0.77
p<0.001 —= p<0.01
NT positive cells
(x10¢/ml) 60

0 60 120 0 60 120

INOS positive cells (x104/ml)  iINOS positive cells (x104/ml)
B) 1204 ASTHMA 7 CoPD =—0.68

L s * NS . p<0.05

- g ®
%FEV, & -«
60 1 o 1
L
0 60 120 O 60 120

NT positive cell (x104/mil)
B7 SAASEwmE (ASTHMA) : COPD 8T AMIL - ®FLWE (X

W72 651H).

NT positive cell (x104/ml)

A) LRTEHCmEBET boFod s (NT) E4EIZINOS HML, NO
HEEETH AL L ERTH, MEICH~<COPD TR Y W2 +ThHa L
S5, Eh=toFourroEsriELTvaLERE NS, S56ICB) TF
FTEHZ=roFoy rEERECOPD CHIEEREORE L 8 HMA
AL, WEEEAHE~OL DHEOMES Y EZ LN,

2. AT I—4— (REMENH) OFEE - B

sl

FOF TR L 5 ISEHT 5 MM A0E 2 (T
HMENAATFIT—F—LMMBLE ST EM,
T LoHM (EE) (2hnz, EBOMRBIZE -
THRIEMEMBEORBHX L RL-TL(B. Zh
IZifiix ORI EZLNDN, RADOT—F
WAL N R e

IV, FRELZHOL-SENT SRS AP
(SP)&RTH LA, Thiz COPD, WBOWHE T
W ACHERLTVS (B4)7, SPId4UH E
HEAZH#ET % neutral endpeptidase (NEP) T4
2414, COPD, Wil O %GH P SP &t & W8 i if
MRUOMERERZ L, WATRIFOHMETRT
HCOPD TiR>FESLW(ES)., ThithpEEa
HTOHOSP EAMEFEL LT, BEERERICED

RED O SP R WA D o 2o etk d
bNBZ LERMETA. —J), COPD T4~
DOUFREERELE b M ¢ LR uvizw, SP O
R A E S D O
WIZHARD A F 42— —Thi—B{LB%E
(NO)IZMLTTH A4, NOEAIZMET 25HY
B NO &HBE# (INOS) % COPD, & 5\ i2hi
BEOBEECRIEROTIEMEANLDOEEL
WnARehs (E6)7. LiL, ERZpank
CAHTNOORFHET S L, WMETIXERTA
2%, COPD TRIZEAEERLEVEWIKEZR
WA TL S, —H, NOAEERE L UG L
THEREND, 1= F T4 T4 DT 2 b
TV ThhH=buy Lo 2GR TRE
b E, JEEMWEICH~<COPD TKE <
LTwa(E7)". 2% 0, COPD TixiFEtERRELC
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oo . N\

P<0.05

1504 P<0.01

5 Y ONOO-
‘ peroxynitrite
0 1
Healthy Asthma COPD
Subjects
3-nitrotyrosine
stable

B8 ##EBEIEL NO K (exhaled nitric oxide, eNO) R OBl - 2%
{EhAr—F (LHKT »S51H).
A) TRT &9 ICAF MR T IR RE A REEOIFE NO RED LAY S
A7 COPD Tizdb¥»Tha B) OWAr—Fh6EZAEE, COPDIZS
WTI{EEREFE (superoxide anion) & NO ORIGATGEE N GEL Twa 7
HlEILND.

9. COPD @kM5u L Milg (CHk9 X NEIH).
COPD BEOAMEGH (NE2mm LLF) 23 20BATRARMEZEZ T,
FloAMAL () (CXAWEIEEOET, BCREMRREI
L AHGUNBED N, B=(Ziritdy (i) OF#ATHL.
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X, BIBEEEL D d¥ia) YEIHEREICKE LR
2RI o Y BERTEFLIY) LS
SUBNUH AR R I L, pll#ERHHw S
FUHIUR I A L TRREMICRE T 5. 2% D,
COPD (2B 0] i) 2§45 & v 95 & o (4%
HENEMATEF LA VIZLBELOOATH
D, WEOBE I IRICZ TSRS 2 v id
Moigias sHsafa by oy R4
Y, ERAF IV EVCS I BELRAT L —F —F

My LTwalwHZ kil A,
4. WMEOEML

LAl &, COPD (& AR a2 & Wi o5 3
T, MBRTRAEDEB LB GhTER &
55 A, ReidIndex IZ7R 215 L 5 12, COPD
OHHE CORB T ROBIERIEH S L D0,
COPD O MMM E MG 3 5 £ DMEIZE
A E»LMiRMEThH L (B9, —K, i
OB T, KF ORI LT R
SOHD B 7 6F, 2mm BT QMG L HRIC b4
MRDD VL) Y BROBHEHD, SHICIFE
HTMA THIRERDIT) (2 b RAEMIO RN
How) IR ERE (B10)Y. L
L. %530 8 ClMlaomi#E COPD o &k T
bhvRIBZIGE. 2%, Hlilp#isrd s
DED, EHERTHSHIE).
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X 05k,

BB (asthma) OFGHMEIEIIFMAHNE (%
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tis. emphysema) @ 5GE M R (2 SO EEACIER
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Kz, WEOSGEARES B 12 (2R L 72:f4
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ORIGHETENBEE L Twi I L el { 7T
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FEXWE-COPD

BE12. g CGREXTnEEERNNT 5)
St GHE 2 MR (REMRLAEE LY
SUEREE. TN MO A S B B
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MELRLL, WEICMLTE 2EcEREMR
LR AR ROW AR T T4 Fat
B—BINEE L L THREND (B13)7, BART
o4 FORTay Fu—LAEriBeaizit, B
WREMOVERIRY B AUMEE, 74 74 >, dnr A 2 |
Nz #E v AT EREN Addon #L L
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-#7, COPD (M LTI, fFhBREADRET
dh, MAATOA FIZEdEE LTz,
BHIIHBIFRNLREESLC bRZHENC £
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(B 15)". COPD B& =BT 25 Q5T LIk ED L
Ik, A3OETRALLH I, iz v ED
BB A EICHEEYET S, L0
WCE R MR R R LI RERS &
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BEREL MR FFREL HEL, B QOL # b2k
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TWA" FORFELELT, A704 FiZHT 5
AR AN, COPD X nFitEE R+ D
dh L,
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