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HO-1 &fnv 5 Bk 6T SAEECHH A gt
L7=22, PCREEHI DY — 7 = ZADFER, %K% D
FERITRSORR S 2 FEO 6T KBRS %2 H
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ZOFREFR 33 FILL EO RV 6T ARSI 2 F5o L



i S FE SE

fifi £% BE

X-1

—HEKT

AT MEA

BARADMREIZE TEINLET XIS F—E-1 EFEEMBAEDOHRE

HEIE LT, ~"AAFT 7T —F-1 BarofiaL -~ )L o LIER . i ieEZ
& OFE IS X O ANERIE DO B I DWW THFZET 5, 2 K o THIE L~ b i
JEFRIE & TO—HDORERIH 5072 5,

7 UL OEEITE CT BB TR I GERR D%
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No. (%) of patients
Genotype Without CPE With CPE 0Odds Ratio
subgroup (n=100) (n=101) (95% CI)
L-allele carrier 20 (20) 38 (38) 2.4 (1.3-5.7)*
Non-L-allele carrier 80 (80) 63 (62)

*p < 0.008
Genotype: i&fn ¥, CPE: JiiixiE. Odds Ratio:
REDZAL L LTI —REO THMEIH T2 %,
FEV 1% predicted (pred) DAEY7-0 0%
fAlE & L7c, RRIZ, 4720 FEV 1% pred 73 3.0
YL EGEET 256 % it RE COdBR# (rapid
decliner) & L7z, ZALLISMIMFEREIE S
w=# (non-rapid decliner) & L7,

HO-1 BT BUMEfRAT OFE R L 77 U L frkr
FiL 28 4. L 7 UNAFEREFEIT 73 4 Tho
Too MHMITINT, BERFOEH - YR - B2
JECIRHE - FiibRE - FEAERBICH BEREWVITE D
i oTo, L 7 U VREREE OFEY 70 fiikk
HeZ b (change in FEV 1% pred per year) I,

L 7UNIERFFFEOZNICH LT, ARICHE
Bl Td o 7= [2.74% (6.45) DA ITxf L
0.57% (7.57) DI, p=0.044], F7=, fiitk
R RE OFIEG S L7 U LRFRE Tk 12

£ (42.9%) THY LT VNHFEEED 13 4

A XLk, L-allele carrier: L 7 U UARFFE

(17.8%) LT, ARICEHEE TH T (p=
0.009) (#£-2)7,

X DI RE AR IC T D U AT DS
KGN 21T 72 o 72, Filn, BUER DL (pack
year). fJH] FEV 1.0% pred, B XL 7 U )LD
REFE Y 27 & LT, fififnecufiBizIcBE T 5
nYAT 4y VTR AT IR o7, SRR
PECTHD DT, HRNZ Y A7 NI E D72 D>
ST, TORER, i, MR (pack year) |
FIM FEV 1. 0% pred T B/ Y X7 &I &
Nnoi-, —J. L 7V LOREHTIAE G
AT THY (p = 0.008), FEREBEIL 3.9
(95% 1E4EIXf: 1.4-10.8) ThH -7,

-
—

ANLFF VTS —E-1 BT EMRIEEHED
B R DT

HO-1 AR TSI DI I RIEFRIE I B 597 %

K-2 MHEEET ENLAF T FT—E-1 B FOBERK

L-allele carrier Non-L-allele carrier P value
Variables
(n = 24) (n = 48)
Decrease in FEV 1% pred (% 2.74 £ 1.22 -0.57 = 0.89 0. 044*
per year)
The number of rapid 12 (42.9%) 13 (17.8%) 0. 009*
decliners’

Data are presented as mean =+ SE.

T Subjects with the mean annual decrease in FEV 1% pred = 3

*¥Unpaired t—test, **Chi—square test

FEV 1%: —®3_ rapid decliners: flif¥RERHBEEA . L-allele carrier: L 7 U /LERERE
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