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52 o4 A= 200 e wke
A37t 2 g2 Jehtz)al 7]Hdairflow)$] Al
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lung disease(COLD), Chronic obstructive pulmonary
disease(COPD) = 8-018 AM-3laL glony, el
COPDE o go] AHgstz o™

A= 2§ 92 =3l Hogw, COPDe| A
s} ¥F, elx FAste] #7), COPDEA 7% sij«)
o] 3952 Falos COPDe Yubdal g A
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1. COPD2| HZ2|

T 71 s3] Ao A9} B/, olF AESe)
g, Aela] 2e|x Yelgla o el HE F
Bxlo] fatx]7) wifell, 15 Ao} fofd sl
W2 Eglo] glo] gk 194035} 1950 3¢ 2E 2
A71=sd) AL AT E TR ol skl
3, vlF e H7)Folet st o, ¥ o]2|§ Bri-
tish bronchitis2} American emphysemaz} 54& 44t
H, AR 20E dehhs 282 WA, ol
COPD® g0 A5},

19581 Aspen conference” 9} 19591 Ciba Guest
Symposium® <4 71 A=} 715 A A
el fol7} AAE U dl, H71FL sl fof
2, ubA 7E9R gL 71gx)e) H e R 7k w4
7133 A iiEd 2k 715 Sol= Ao3ld
o, o)F S Jaka] ek $-o]q] generalized
obstructive lung disease 8 #Jo]sl Ao zHEw)el 7}
o4, w7igA 715 A7 FAHEC TS Az
et

2% 19621 o]FFHHIYATS) A A4, 7]
Z, Uk 7D G SlelA 27 TUE S0l 7 A5
AL, B3] WA Aoy 7|2 whge] e £¥stg
2, gk 1R el 9% 7= dFat Yite] Yk
22 kA Z1F318) fslo] ok EAld) B3 B9
g odgo] gl 28y} 1965 British Medical Re-
search Council' ¥ o]l tjstod 7| F#|el7} glo] A
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FHE ol A48 A @A 713A] H(simple
chronic bronchitis), 71%.2] We]a] W3le} == Hr|F
7} gAE o] 1A J1RSHE Heln], A FARuE 2
A3 7342 W4 #siA 7182] (chronic obstruc-
tive bronchitis)o]glar A2)s}¢dc)

19753 American College of Chest Physicians-Ame-
rican Thoracic Society Joint Committee on Pulmonary
Nomenclature' ¥ 348 274 7|23 AgkgolzA
fqlo] Bl 2)&2]Ql Z1HNE s 2@
& Chronic obstructive pulmonary disease(COPD)2}32
Alakshaic).

198713 ATS 7} %3 COPD} HA o)l o A=}
A gol B TEAYV A COPDE 57| %9) 214
A vk HHE vhehhs AR 2 5715 ¥
AR AAAZE 0 Fee] ey ARdx
Bsha Mslslz] o Zisdelzk A3l o
23 715 3 (airflow obstruction)E F-23]0] AL} 7|
549 4= gJekx sk & COPDE 71949 7=
g 2hshs 2ol & & A

thA] Saha oAk o' COPDE A 7154 4
olzAe] w4 7|3 st GolzAe] w7
F, A3 715d AeE BAIhRE TS AR F
A= Jehts 7154 Adelel € 5 ek

gk 714z D3} 715 FAtelA Z1FHHE 28]
7] & 73$% 7] Sl Snider’ & W71 o]
U 571 50] 71EsdE 2R3t AY A 740l
9l H(process)& COPDE}R A ojatgl o, uletA
COPD: 7= sisig FusiAv $ubslA] ge U4
ANAA 3} H71EE WS on)2 25 3ol It
I 3k

a2y gibaleg ErldAdql ZesHE 2k
7| =23H& COPDELRL 37] wel 9H] 7]dxjg ol
H7F2] Ao gt FRIEA $AF 7hdAy 7=
& Jehile HAL COPDAA Alesia gix|gh, A
A2 A TIesisr} B4R el )=l
7} 2717} 245 qh4d A4 7)5h2] Y(chronic asth-
matic bronchitis)-& COPD2] o}3 o2 ¥ Fslx ek
=3 =SS Hol= B Ve AR, 7|HA
4T, 35 A3 A AZIRAEE e
4 e AT S5 gely 2Ae AY 8L

COPDol| E#A7]#] ehech (Fig. 1).

Chronic Obstructive Pulmonary Disease

Airways Obstruction

Fig. 1. Scheme of chronic obstructive pulmonary di-
sease. A nonproportional Venn diagram shows
subsets of patients with chronic bronchitis, em-
physema, and asthma in three overlapping cir-
cles. Subsets of patients lying within the rect-
angle have airways obstruction. Patients with
asthma, Subset 9, are defined as having com-
pletely reversible airways obstruction and lie
entirely within the rectangle. Patients in Sub-
sets 6,7, and 8 have reversible airways obstruc-
tion with chronic productive cough or emphy-
sema; it may be difficult to be certain whether
patients in these sSubsets have underlying as-
thma or wheter they have bronchial hyperreac-
tivity as a complication of chronic bronchitis
or emphysema. Patients in Subset 3 have chro-
nic bronchitis with airways obstruction but no
emphysema. Patients with emphysema alone
fall into Subset 4. Most patients who require
medical care for their disease fall into Subsets
4 and 8. Patients in Subsets 1 and 2 do not
have airways obstruction as determined by the
FEVI, but have clinical or radiopraphic fea-
tures of chronic bronchitis or emphysema, res-
pectively. Patient Subsets 1 to 8 are included
within the area outline by the shaded band that
denotes COPD. From Snider G.L., Chronic
bronchitis and emphysema. In: Textbook of
respiratory medicine, Murray JF, Nadel JA,

eds. Boston: WB Saunders Co. 1988; Chapter
44.)
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F&3vle} o] COPDE A3 oz wAd7|dx¢d
3 #7|Fo2 BHE 5 9oy ATSP= COPD
E 4 7R g, 22EANA|E A, HF
o2 B3y, RE COPDEAR= ol2id A@zxAS
o] 53R i AR Hibsto Jepdola sigict

1 9hd 7| x|y

TR 7) B L Aolx 2 dolat 19 37HelA 7]
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(1) 24 9k 7] =) 9(Simple Chronic Bronchitis)

71551307} gle A Z1BAEE debe ejR ez
' F2 drsxie) 94 F39 45, F¥E| F
A, 7l 2] vl EE Kozl 9k F|zujslE 29
e g =BT A3} Ed e ez

(2) 24 HA 7)3=] Q(Chronic Obsturctive Bron-

chitis)

B2 FdzlelA e A 713 1R
£ Fubshs 258 D)), o) 7] 2mmels}al
A7) %(small airways) & A71Dz|dA D=3} A
H3lE Bl oledl Avisst JiRulse] Fo5-9
71 %415.16)’

ol Av|Ee] e o7 YA AHEE, widA
F(goblet cel)3}4Y, B]5o]2al 7= o 2]’ 7]
B2 5 AAEo] F7150] theddl 7R dal
0] %D]—S‘IS),

22|v} Fletchers' " ubdrldx|gojets fol=
7| =] WHE AAlellETHE B elA s 7]
Fxjge} Av|Edgelels folucke H2I|xe
MsiZ 15, Hrke R TS AE el Bsia
A|7]342] 9d(chronic obstructive bronchiolitis)o]gl= &
o7} of A¥sictar sk ok

ATS?% olE oz Zixdgos BfFsin glon,
oo dlslelz FHell 27|% HFe] el oA 2
steia gt

3) 94 A A 7] 9(Chronic Asthmatic Bron-

chitis)

FF

A 7B 9L 7|20 A F5E kA
nA e g x4k HAS AAE o), Z1AAER}
A} gg=A(dl: steroid, cromolyn)F o &%
Estx 7|28t 3A ZhgAelx] 7] afiel
COPD el EZAIZY. HAN 7B 9L 2o
2 7|50 34 954 AeE el uFA 1
24 TATA V)RR Qe 2AE BIS glon]'?,
A g BARAe ehln?, ol 47 9
ajol) 23t 37)A] air trapping& Hof H 9] HsPPE 10
o}7|%. P,

H4lo] COPDE o]gsh=rlel hat J&° diste
o xglo] gleighon), A HA] AH)7F COPDR
AP 5 9w, £ FEF F 23t vEH ¥
3 Al7)9xQ3 H71Ee g s ErrdA JiFl
2% 5 gz Y=z g 2y A
Al F18z gL arAdsisiA Z1gix A3 AP A
o2 zhdo] o9, ulFAxjed 1 HAA 7
HAQog, FAAUAFE WS VB des
A= 3130 FLF Fedezby 2 gle 2
gog A dacke AHE gYep.

2) # 7|5 (Emphysema)

1962'd ATS”7} 37152 slle) in-atzql Wae
FUA7) R3] o|sH$17) s EHe] w3 WHE F
1kslo] airspace?] WIAAGAQ) HE 502 Irx
stglon), shalz wie] onjE H¥sA HelE A
okgk-ull, 19853 NIH Workshop Corimittee’ oljA] =]
7132 FAPIRA] olst ¥9i7h U3 HdFralFel
glo] slxde] HE Fuksle] w|AFAGA, 7
airspace?] B3 SA o2 Fx P, A
W #HlAF(acinus)e] A4 wgdeizt AR 0]
gk Aol st

#7152 o7t Ze] 3308 EHAct

1) %] #4334 #)7)3(Proximal acinar, Centriaci-

nar, Centrilobular Emphysema; CLE)

ol Hlaxe] THEY & IFAZ|RR7T K
2 2850 airspace] A3 F3E vehi: H7|F
< e, FAxA 71FEHAE sk 2954
2] #)7)Z(centrilobular emphysema;CLE)3} 35313
Z(coal pneumoconiosis) ol}4 R 2443 #H17]35(focal
emphysema) 2.2 F-F-glc}?.

v

2
e

— 207 —



CLE: F2 FdzlelA vehtz, ojapliagel F
Aol ehdz Abgiel Bkl WAl £, A
Ao} 44833 A7 @53 HEe Ta,

2) e AF¥A] #)7]F(Panacinar, Panlobular Emphy-

sema;PLE)

ol HAXS RE 72 F IFAIRA, HEH,
sl¥rdo] Tl FLsHA Al o] airspaces] S
Z¥3l= AL diich 4922 = alpha-1-antiprotease
Az} &3] A} glen], ) 404 o]3telA H|7|F
o] QJarazio] AAE s, dubaleg wiIA wiEo
2 559 H7)$eA Bel Ao, F2 ARy =
HA R e,

T2} w24 809 x<lelM PLEZ} 53] 7=
7|% 8}3, CLE7} ol Als|xA PLES} 4% 5 ¢l
£ 7A%E 9o, ¥HIY)7L e Bl FdA}el
A #4352 CLES} 3| 2b4 A siEg Bo|HA
sl PLES a3 A% 9+ o), 242 CLE7Z}
PLEZ Ag#Ex] o dalis ol = Egho] g,

3) 9484 ¥A) si|7]F(Distal Acinar, Paraseptal

Emphysema)

ol FAEe) UNANS F sxs) HEde] Y
S si7)gols F2 AP septum)3t Fobejstel
AR, F2 gl THT Fe TN D
4 A7) F) falol Feb?. FE(bullae)yE FFAL
2 g 4§ Qlx, AdishA #$Eo] AdszAE o
ws}7)% 80 alpha-l-antitrypsine] A€ Hehd
NS BB,

oz} o] #|7|F-L iyt Wz dAE £33}
2 e} AR 3] G A, ol &4
o] ZE Fejo] 3|7|Fel] 227t gt o}
BEgsla, = Ze) Wals FUsAl 452 ¢
el & CLEE: AV|50] 259 o] el
gk PLESINE A7|@x| 953 22 2v|s Wide] |
A3}=] ¢k31, CLEIAE A=A, Sol&d(specific
compliance), Exponential constant of volume pressure
curve(K)% PLEXCc} ytom, FEVI/FVC 8] CLE®]|
A 27543 scorest frofshA] AE A Hr=-0.65),
PLE A= FEVI/FVC7} elasticity(K) 2} f-2]3 Ahst
FHAE Jehi=E s715] ol¥E2 Wil §
A5} wgle] A2 ohE-g AAp FoP’.

3. 27|z EEe| iy

P K B g B B M B o L A A
Al 719 o] dFo] EAst o7l 27 o] 2mm o]
Aole], A7) BAE W) QFo] gl #17de] 2mme]3}t
9l 7|8 Axsh= 7|E2 A A7) %(small airways) £
= uk27|S(peripheral airways)2}i e},

99 2715 ol 3mm o3kl RE V|E F o
4 lARE 2@sig e, 93418174
AN5s71 50 o 71eslr] sl dAs Al718A
& AEHA| A ZFA7AAE 275w
AR RF,

w719 AR HRES T AHaHe
2 AT HEe 470 glon, o3} HlAder &
o7} 3~6702] TLAAAZ BA)slm, ol v}A] 33
o] 3FA7BA 2 EARHF.

FEAZDAE FETo] Aod gL e s
3 REAozg H¥s ddse] I} fend
o] 27152 F¥sl= o] PH-9(transitional zone)e}
& 2 QP

Aapelela 7lEelale) Z1FAFLE H71FA3e
20% & A8l F357] 715A3e] 10%E 7|45
g LTS A Weusls) EAstEtte
271243 583 AskE Jehlx] der g 4]
S silent zone®-2 quiet zoneo)e} Fc}h,

22} HoggE™ o] #&o2 4A7|= 2% (small air-
ways disease)olgl= A& =9JstglE ), iAol
3mmo}3lel AV|%x Al FslZ|=A e} o
25%E 71989, #H71F8Ae] HelAE o 80% =2
Z713cla slgicl o)’ dF AT AV F A
R ZEA RS F2A 3= w21 S P
o} gel= Fex3e oA Aeld, T8l JaH
22 71FAHE 288 29 ¥ 5 Yok EE =9
sy,

25 2V|E Ajbo|gt AP Fr)x]Y g £
2 453 Qi

A 4 Z)1FsdE Kol COPDe AHS-3l
o124 F0 9 SFAZ|RAY dF9Es], V1=
o] A-f3he} JH, A=A 2] e AEAT
o} W) oJsled™, 5 lRulde] Walo] =,
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g4d ez COPDY A=A Z1BA 9L 7ePle
73%-olct. oleldt Avixe] Welxl Hal: HIF
o) dafsted dehle=Ao s deiA g, = ot
A A7z 9] Yejds) A4S b971%e] F559
ARIA7L Eohe 2as gl

A FA YAl 71 £3] AHLshs 4ei2
A Az 7| FEINE 23 A48 7t
ol 40de] Fz}elA E3] == dl, AAA ojdt
A APt oAl 93, WYl AWM FEVILS A
oldA A% 715-& AR FHAR] A wlo] o
278 Ashe 7924 COPDS] 27| =& A4
whA|(early 3-& preclinical stage) & Tgc}' >, ofe]d}
o] Av|E WS g PApbgeg J)xe] ¥
e 2o & $= b, 59 71598 & COPD
20| AL <y 5 gl w Yzl 28
1} 27] COPD(A7| % A&} 752] COPDER: 49
7} wkEA] Fdg on)E Jehile 22 ok, E o]
Fo FAAL ob4) Felo] 57 gk A, o)
g o] fols HAAPA R A7

e 71 G, s71Feld HAS FslA|
A 9 Z)FEE 2 ARoRA 2T|xd
o ZAAA e g zeshs 954 HEEE = &
ol A7|#z] AmAlxe] &4kl oJste] oprfE= Al
71%4z) A (bronchiolitis) =} 4|4} A7} #=] g(bronchio-

Irritants

Infections

[PiZ I LOther host factors ]

b |

Emphysema « -+ Small airways

abnormalities
Obstru'clive Chronic obst.
emphysema bronchitis

\/

“Chronic obstructive
bronchitis and emphysema”

litis obliterans)& 2@t} A7jAz| g9 delez: F
A4 A= A o E = spEekE, 1ea 5
Aol 9z, A AR L Z=d AF2AF
A2 o 0y)= ZA A3 4)7) kA (proliferative bronchi-
loitis) 2} 47|52 slsfe} 974 PAe 2elsh ¥
A} H)7)2k#] Y(constrictive bronchiloitis)o] 1= @I,
o3t EolA Al7|AIH-2 Uuta o2 COPD| E3
21712} 7] s ol zpAIRE 7148 ARl

4. COPD2} H2|{zo| 2

47} COPDE= &7} LTt AHg-5lo] g2
5 B3l oAlE, o] fojEe] ouzix 3= AE
ol Fslo} @ Eke] EAsia gich

Az} COPD: He|etaoz slo] T4 WHsld
a}o)7} gle}. HA L FAVE 53] B o AREH
Zlell 954 W3t Asla 47 2 A7|A] A7t
Foiso] glon), ZFA7IBAIS T oSl A
5] ¢k uhdol, COPDoIME F4 7I=dE H3lE
Holxjgt G275 53], A7|@x]¢ A7|A7} F-
715 s917) = WAl e stan@gas] &
FAZ1BA7HA] d5abso] Fojglcks Zio] COPDY
F383 sjoldolztm & 4 gleF(Table 1).

1961d Orie®”5-& A4]3} COPD= &3 o7 3l
o] Aele) P4 EHYo) ofE Ajpo g Aztsle

Allergens

[ Atopic predisposition I

rBronchial hyperreactivity ]

!

Mucous .Bronchospasm
hypersecretion 1
Simple Asthma

chronic br(\)n\chitis /

“Recurrent asthmatic bronchitis”

/

“Chronic asthmatic bronchitis”

Fig. 2. Chronic, Nonspecific, Diffuse diseases affecting airway function(Burrows B").
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Table 1. Comparsion of the Principal Pathologic Features of Asthma and COPD(Corrigan et al®)

Feature

Asthma

COPD

Site of inflammation

Infiltrating inflammatory
celis

Trigger factors

Proinflammatory substances
implicated in
disease pathogenesis

Entire bronchial tree but not
alveoli; relative importance
of various sites uncertain

Predominance of eosinophils,
monocytes, T lymphocytes;
mast cells and neutrophils
also implicated

Immunologically specific:
allergens, occupational

agents, aspirin. Nonspecific:

dust, fog, cold air

Leukotrienes, PAF-acether,
prostanglandins, histamine,
eosinophil basic proteins,
neutrophil and monocyte

Small airways and alveoli

Predominance of neutrophils
and monocytes

Immunologically nonspecific:
cigarette smoke, (?) dust,
and air pollution

Leukotrienes

Superoxide ions
Neutrophil and monocyte
granule proteases

granule proteases
Lymphokines

Evidence for involvement of Considerable
specific immunologic

mechanisms

None

o} Fich= 7P k¥ 3}e) 3, “asthmatic constutution”
o] 2E 7)% Azhe] wha)el] 71 71832l Walolz} 3
ek ojeld HAA AL de2r], 719x] ARk,
FAF FFoR olFo|A vt st EE 9k |
A4 7= A s W wSeld wHAR
(Chronic nonspecific lung disease, CNSLD)o]2}= £
olg Agsslcl.

a2y 9F SRES 2k s 1= AL gl
o T gk o) thated wilg- ok HEE 7RI Q%)
= dl, 343} COPDE 3] 2ejd, S 2¢e
781Gk, 1976'3¢) Fletcher 5™ o 2J3te] Az}
& Dutch hypothesis, F2}-& British hypothesis2 &3]
oF3, 2527 ol=i’t ¥R sHdel st W
=3o] AlSE3 glet

19879 ATS?%: HAE oelz}a] 229 diste] 7]
% 71 9219] whgol 71 AelR A ofsla, o] @ 7)
Sk Rt Z|=HdE sl Add &
£ 73 FAAT AR o3t AMe] P& A2

tu

2 Pz st} o) ujsl COPDE: 71 sisi7}
FNY Tt A HslER] o2 e 5Aos 3
3, COPDe YNE 7IEa}euheBHR)] EAE
% glckx stglek 2} ATS?E H4l= COPD el )
o)xe) 7= FRIukHBHR)S] EAo] oJRA] M=}
2719 dsteds gl sisich

715 #4271 FAsA sl A= A7)0 &
o3} feisle] A% COPD7} 715 =sie] el o}
g gods) TR A4E o, A nztgA
71= sz AP 5 93, £ COPD A 7194l
REE E2Asle A2 2= $F5FAAE, ol A
e 777t digks] ol COPD M= 7%
Fulukge] Sk FA/44 COPD Fa3 YA
Az 2h4-gcka B gl COPD o) QlolA] 7= wjul
JE 3 QA7) mehs Ae] # FFY Aolehe
7Hde) 2|2 & w3 QIk. o]} zdo] Al COPD
Haldd 7|x3niukgo] Fa g s1Pdae zege
7H¥3l3 Dutch hypothesis?} 2-4-57]% gk},
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gFukg-o] A7} COPDE] ¥l F413) d3L
Frin o], FEE 1A FA A ¥ Ales
Aztsht Aa)lg 34271 COPDOAE 2377t F
23 FeAEs A5 a2y BN 9F
RS-l FAEE AE ZAELS ol Bz glod,
COPD¢] Walell FHAlsle 95332 oH2lx 2 o3
E5t glA] Xsha gl

o2 &4 A4l COPDY £% d % I3,
2717k 27| HR| ¢ A #Fxp= wHA] FApR
% FEV19] Za-go] o wzr] Jeh} 2= 2432l
71534E RolE COPDE AF&S: 9l-go] A==
ded, 2 7|22 s Vs ¥t Wike] 454 A4Ed
o] 7)A3lE| 7 71xWe] K3l 2]l beta2 agonist
2} corticosteroid®] 7] #x] FAEANE 7FaAE = Q)
the AE Qo) opx BAg Zjde Rew 9o

AL Foll 2Jste] oslEw oL G, A
9] NPT FEE F9L s = FdwA
COPD4] EAAl 470 TFAVIIAEH #7158
29 ¥ 4 AF”. 2 HA)e] ¥y=o] 9l COPD
© #H7IsRAAME 2715% A2 COPDE] WS]d gle
U sl ulad 2 BEST FEVIY 74EE
shqksi, )& o3t Wbt A5t <FIlaL =
steroidol] Al&3h| e ez HERL & 5 9o
wizbd gk HAAY 7199 Ay FdAEA
COPDE: Wl A3ty 5A4= sigdalz), 345
< 9x¥ o, A2 kAds] o2 FA3YS AAE T
wfj§-o] British hypothesis7} =2]2]ql Mdde) & X
Uk

5. 7157 miyf 29

1968'd Hoggs™o] w4y 71% sisjAgelAq 27|
7} 7159142 Fosletn AFE ol F o]d A3 ¢
< 77} o]FejF o, 22 Yanai$* 5}, Wiggs 5™
< 7)R3E 2el A4z COPDRALA F4] 2 o
2712 A3 FAF A=} 7|Fsl) Haldl AAS
o] 27|27} ZFuse] 7 A FelEla 5}
oi=g

47201 7158 298k HejdE]e] 583 &
o2 FaAtoN g} zde] Av]xe] HFF dFuhe-2
A7|=He] 43133 Wy o sjxpaheje] A=
olojx| 3z, Ao 7| =Fulukg-o] FIlsle] V| EFEHS
23t 7| FE 4o 4 U= o, o2 @ V=9
4% 3} sulukgo] COPD2| Hejdz]d] ukgo F3%
A& 31x”, el 2720 g Fe A
2 A3 (Fig. 3, 4).

Fig. 4= COPDS] wWelislel 7]Fsldiste] dAIE
EARAQL |, 7188} Al7igz], wHlAlRe] e
7t AR = YL & F ok e E
A & ZIE7IE ), Z19R] Y4 v, A7)z
4, #JA715L 71590 EAEAY =2 g A5
25 FedEx)nt 7] HYQ vl Z)FARY o
egE A 2hgslA] gL Ao Rl

I Mitchell 598 3)71%9) F3%7} e
COPDe 24 7|5 sig BYshe 713 288 At
o, 7|z} A|7|¢=]2] Wela] ke H7]Fo] ¢l
o njekgt el qhg Zixsisel Ao Al

CIGARETTE SMOKING

'INFLAMMATION

AIRWAY / 1

\ ALVEOLAR
INFLAMMATION \

BRONCHIOLAR
NARROWING

~

AIRWAY
HYPERESPONSIVENESS

EMPHYSEMA

Fig. 3. Hypothesized mechanisms by which airway hyperresponsiveness may be associated with
developing or established COPD without necessarily being a preexisting risk factor*®)
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Bronchial Gland
Enlargement

Bronchiolitis

Fig. 4. Nonproportional Venn diagram showing the
pathologic changes of COPD in smokers as
overlapping subsets of bronchitis, bronchiolitis,
and emphysema. The shaded area represents
the presence of airways obstruction. Note that
all three pathologic changes can occur with or
without obstruction(Snider GL®).

Br E Br E Br E

100

80 |

95
L9.0.9.
)

X2

TS

5
pSotele

40 |

ol B

None

Severity Grade

Q

$25055%
fedalelel

T
52058
%/'.’.'.

-

e

&

Moderate

Severe

Airflow Limitation

Fig. 5. Conceptualization of relations among bronch-
iolitis(Br), emphysema(E), and airflow limita-
tion(Snider GL*).
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