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w4 #Hle)Ad sPAFHChronic obstructive pulmonary
disease, COPD) &<, 7] 2. %F 37 2 x4
A, A Sz 2™ WA Jen?) T Ay
3 A e STFEA fEES AbEe] Sl
I Qe P Fad Ao w9y,

53] F4lo] COPDS] #<l#
Fazte] of 50% AN A 71
A 718x9E 298tz FAA] 10~15% A gte]
g 715 siE Ashe COPDE 3tz d#iA
e,

COPDE AR w4 7|3A193 AV % =3
3T Qe W), )52 9 A AR dE
%7} A2 k2] vepu), 7)1 iaiflow) o] A
3 AAE SRR 3] wiEe] TEH o= Ch
ronic airflow obstruction{CAO), Chronic obstructive
lung disease(COLD), Chronic obstructive pulmonary
disease(COPD) e £ & ARS-3lar glon, ol
COPDE v ®eol Ahgstm Q™.
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1. CorDe Fo

A 71 H2) dAge] Aole} B/, o)F Ao
A, Azl 2ea Petdes defsiA e F
=0} A=) wiitel, 2Eet Aejet Sl s}
22 Ego] 9lo] gt 1940 a7} 1950 ol ZE 2t
A7)=d3) AEE el 7R dele) sl
i, vl S Hlv)ge)e stgle o, 2% o] ¥ Bri-
tish bronchitis®} American emphysemaz} 9% 44
A, Agld A4S Jehlis 3o ghEAA, ofF
COPD# goiz A7f=l el’.

19583 Aspen conference”’ ¢} 19594 Ciba Guest
Symposium® 4] 23712 A} 7 Fel HF A
Q) goj7} AAE Y= dl, HYFL s al o
2, 1] 7129 7)) A ez qIg Y
NA A WjEE sl 75 Solz Aesg
on, o)F A%HE A AejEknl il generalized
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FHEHE Bole 7$E WX <A 719 H(simple
chronic bronchitis), 7152} We]& #sle} =L 7|
7 A o] T ZiRHsE Roln, AN AEuE 2
W3l A58 A w8 719x] H(chronic obstruc-
tive bronchitis)o]e}s A 2)slgdck

19751 American College of Chest Physicians-Ame-
rican Thoracic Society Joint Committee on Pulmonary
Nomenclature' V&= 9414 276l 7123 Aghgo] A
fale] Bl 21%3ql 71HHAS 28 2@
£ Chronic obstructive pulmonary disease(COPD)#}2L
2 Moisiad

19873 ATS 7} X g COPDS} HA)o) gk Ahzt
Aol A3 BEAHelN COPDE sHi7)=e] )%
2l vekd sAE Jehdis 8o 57]Fe v
A AAAZE Y Fgke] Ao 2R
B3 Halsla]) 4 7|sholeln Aoz, o
23 7]5- sllal(airflow obstruction)¥ T2 o]} 7]
AL g Yo 3sick F COPDE £7F94dl 7=
HAE zdshs Aotz & 5 o

t}A] aebd Ak e COPDE A 7154 &
o242 abg Z1AxdF REE SojzAe] w7
Z, A=A 7153 AOE Bk Vs AR F
Aol vehde 7154 2olet ¥ 4 ik

2] 71915t W71 Al ZlRslE 295t
%) gh& 7% 7] A&l Snider’ = WHA7)gA] ol
U wj71%e] 7izsldlE 2esidAY A shsAdo)
21+ T4 (process)s COPDelL A ojslgl on], nlela
COPD< 7|= #HI3E SusiAY FulshA] o A
712293 H715E 4L oniz 2T T} g
= 3tk

e kA eg BrldgAdl EssE 2otk
7|=2%-& COPDELR 317) wfj ol DA 7]3kz| ot
H7l5e] 24e] v Bxl2A ST gy Vs
& Yehls A2 COPDoA AlLslx glx)uk, H
A2 7|27t B9t gallEle] w3
7} A717} A== vk AAA 7]3%) A(chronic asth-
matic bronchitis)& COPD¢] o}l 22 B-Fslx gl
EZ 7|=5dE Role Fx2A AVE A, 737
HAF, BE AREE A8 VRS 948
g e 2@ 54 49y 20 A 28

COPD9) E3A)71#] =l (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
FEV1, 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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dedvist Zo] COPDE sibaez 17l g
3 A7) R BRE 5 ey, ATSPE COPD
g ab J|exY, 2R AY)E 23, HIE
L= Rk, RE COPDEAR: ojudt Az
o] MR = AR Bt vehdria 3igict

1) 7 2R

TH37) B2 Q& Aol 2 Jola} 1o 374 o)} 7]
3} Acko] A& wEE= uq].g_ aksla®, A
= oulEe] 71| Aol A A2 Sy AR

ALj=s, 2] BN o] ZIEHdE Fashe
o, SR Fodgt AL gep

(1) 24 wkAd 7192 <(Simple Chronic Bronchitis)
AR} gl B A e ek Weld oz
= 32 drlaAe) By B4 4%, duee) 2
4, 1AM v molA)ek Y SEslele 2o
she A9 B8 dd} 3R S AP,
(2) 94 =4 7]5x] 9(Chronic Obsturctive Bron-
chitis)

A2 FARIA BT 2 7107 7150
& BUehe 9% webel’, ol 2730] 2mmelsial
AV E(small airways) & A71@x] oA G2} w24
H3lE Holw, o|8d Av|xs} ZlFHsle] Fas]
7} %415,16)'

ol 271%s] 93l I3 Wt 4
F(goblet cell)EAY, H|Eo]=a]
B3] $F 1PE]
o] P,

ey Fleicher5' & 7@ dolele Solt
el PRE AAshEkE BEAA W
BAgod sTlxAolee SolRos BRI
HH71EA, WzEd A I EslsE rlelvle gadeaA
A)713x] <d(chronic obstructive bronchiolitis)o}eh= £
o7} of Agslcta s 9ok

ATSYE o]8 2z 7|xAgies X
ofel thatoi= Hell &7%
ez ek

3) 2k AAA 71ax)E(Chronic Asthmatic Bron-

chitis)

s —

#343, wakAl
N HF g 7]
27V 0) tekat ZIFslale Qe

Rk gler,

2o} Aol A oAl A

AAA 712 4L Jxe] A 4F5E FushEA
Ao g A&she AAE AAske W, lEAER
A grd=A(el: steroid, cromolyn)E ojd AB%
B7sla 7| 2887} s 7hdAje)A] o] sl
COPD el EFAIZP. WA 7|92 2Aleta]o
2 7isd 274 454 3EE Vehdle viFd
g4 AT GA7)RA o) 278 RS glow®
7\t wjEe) HaiEAe ez, old A7% ¥
sHoll 213k 37143 air trappingS R ¢} e B
ol7|% b,

#4lo] COPDE o] gshi=r}oll oidt ol st
wge =alo] glojskot, AAE A A7 COPDE
AP 5 g, = FEY Fd st o8] IF
A A7\ 7 S5 o2 AAEe] 7194 )5
A2 2T 4 deslos Yzsw geP?. T A
R IR A R B B e B R ol = g S g
ogE 7hdo| of-¢u, niFdAtelnd WA A 7]
Bz, FAARIESE WHBA V1A ez
A% s, T Pepdeishy A de A
oz wxvl cuds xHs g

2) ®H7{5 (Emphysema)

196213 ATS”7} 57152 wle] aiy-atalql Hslz
A7) 9= olsliv)t W3] el e ¥
ukslo] airspaces] W|AAGAQl #-5 EAeR dctn
stgdon, shajad whie] ofulE WA AeE kA
oker=ul, 19853 NIH Workshop Cornmittee®™ 9|4 =

NFL FLA7IRRA] olst F4i7t WAF AFElSol
slo] HEMel sE Fosted wAYH, JTHel
airspace 2] B4-E EAow Icln st A
W #H|A¥(acinus)o] A wjdatelzl A€o
gkar Aejslgich
HA7|5E oo o] 3388 FRwel
1) 4] #H 4% #l7|E(Proximal acinar, Centriaci-

nar, Centrilobular Emphysema; CLE)
o} HlAaxe] Z9HY & TEAZEA} -+
W E]o] airspace2] 43 3l el #H71$
ey, FxllA ZISHAE Fsle A9FA
)| 7]Z(centrilobular emphysema;CLE)?} 34-214
A #7138 (focal

A xi o

MIo b

oX

Z(coal pneumoconiosis) A4 ¥ Fi

emphysema) 28 2FEc),
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CLE: %2 FAxld veiz, olasizge)
Aol depd Aol B daold Eaha, sia
o] A f2es) ABAe 953 AR SR,

2) W AEA #7135 (Panacinar, Panlobular Emphy-

sema;PLE)

ol HAXe RE 72 F ZFAEA, =,
HErgo] FAlo FL3HA HA x| airspace?] A
ZH = AL d3lc). F324 2 2 alpha-1-antiprotease
AR} £3] FA7L 3o, di7) 404 olstelA =)7)F
o Ppaie] Arew, Aoz A Mol
e 23] A1FolA moh Heom, Rz slshg £
siAo) T,

v} w2 80 oA PLEZ} $-413] s
715 33, CLE7} v AsiAA] PLES % ¢l
= ASE o, AP S Bl FAAtd
A sdie] CLES 37 2 A wil3g HoludA
His}te] PLEE 2 3Akx glE o), AAI2 CLEY}
PLEZ A AP o el o= mgbo] Bef™™

3) ¥9Ha-F A #H|7])3(Distal Acinar, Paraseptal

Emphysema)

ol FlAxe] AN F six3} sxdo] W

e d71%ele F2 gzb¥(septum) 7} FHA 5t ¢
A, F2 Aol Tl gL ARFIN B
4 Azl fale] Dok, ¥ (ullae)E FEHS
2 WA 5 9T, APl Bl sz e ¢
ull7) 5 shs alpha-l-antitrypsine] HAMR]E el
NFANNE FREd,
ol ¢z} zdo] H7|FL chddt Wiz HUde £}
et FAdFest &3] 2SR, olHE &4
| ZE Fe] w75l 2287t disleis o]
bz, & 22ke) Wl Bk 288 ¢ 4
It} & CLEL a7)|=d 222] ophd S vehliA]
5k PLESAE AP35 22 47)x o] d
A31A) ¢33, CLEAA = AR, SojebA(specific
compliance), Exponential constant of volume pressure
curve(K)E PLEX<} wton], FEVI/FVC H]: CLE)
A 27)152% scores} F2lsHA| FAE R Hr=-0.65),
PLE|A: FEVI/FVC7} elasticity(K)$} §-2]3t Abg
TAE Yeh=S #7159 oFE2 HeYds &
A7} Halo] M2 g AR Fo.
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3. 27|z &9 Y

7=E Heit 7198 AR ERdc v
A 7)Aol dFo] EAstaL /i 2] 2mm o]
Aolw, A71AA= Heol| dFo] gl x]73o] 2mme]s}
ol Z7)E AT 7|E 24 AV E(small airways)
+ k7] % (peripheral airways)e}xl e,

B9 A7) Wel 3mm o3l BRE VIR & o
4 AR 2@Eigod, AR}
1588715 2 71eds] wiEel dAE A7
Z SED AR TEFAA7IRAE 222
2 H .

A A= ST GBS I AHTHe
2 A= A9} dFo] glon, o3 slagdez E
ol7} 3~6702] FHAlAR|Z RAJsla, o= c}A] 33
o} ZEFA|AAZ EAFF,

EFA7|BA = BET] g gL es JAE
3 REAo g H¥ya dAse] I} rfawd
9] 27152 435l o] sl $i(transitional zone)@}:L
g_ ‘,;: 9’;!‘:]_27,28).

AAloA AT|se e ZIRARE HlRAEe]
20%E A3 F357) 715A 3] 10%E 7] o3
LA ESLE RS BLE R LA A
FI)= Aol 5T H3lE Jehlix] gdeng 4]
%Z silent zoneZ-E quiet zoneo|g} &},

v} Hogg%—zg)ol Agow A7|%23(small air-
ways disease)o)ehe AdE =3E ), iAol
3mmolslel A7|EE A A FH7I=AFe] o
25%% 71e5kA1eL, #H71ERA HelAE o 80% 2
Z7Veca skl oj8d A7ATI: AV & upA
2 FEZA7|AR| F23 Wl #7154 3 9e
o] g% VI=EAFE F7MNA AeA, Lelx A
o 7|FHAE B8] 24 € F Yok NEE =4
sk

25 V5 Agtelgt /gL Pzl tIE &
ERTEEL

e 9k 71FHE Role COPDe| A3l
$olz2A T J 3FAVIHR S 454488, V=
o] Af3le) JE, M)A AT A ] w23 AF
o] gHe osted™, 23 s1Fujalel Walo] Hu,
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A e R COPDE shdsdA 7|8xd-g Zlelrle
Z3-tojeh oj2jdt Av])xe) wEjael W3l H)7)Fe
ol Addste] Yehb=RAen deld 9, = =
A A71Ex)e] WeHayt AE8eS Jrige] F5Ee)
ARAZ} Frhe Bas gep

SAE HAC el AR 5 AsEe 4ol
A A2 wA7I1RAHE 2Eke A9-E vl
ol 40che] Fdxtell E3] = o], AlAlA o]}
A A oldaAde] sz, #7l% AAME FEVIS A
AdolHr A% 7158 Aaske Aakxiela] wtol of
A27E A 7924 COPDE] 27] 3= A4
DAlearly E-& preclinical stage)& g}, o)ejgt
Feie) AVis RS e AR vixe] W
HE 2 & 5 o9, $59 JlSeld) & CopPD
29 AL AP 5 gezlos Ay 19
v} £7] COPD(&7| % Z3h s} #45-2] COPDER: §-¢f
7t Rk=A] 5UE 2ulE vehis L old, x o]
Feo] e o}z Folo] H] g A, o]y
g 7de] fole FAEIs R A7

A d7IEAl, #@71Feht AN sl
A3 A IREHE 2oEE dFeE M A5
gk AR 2931 454 APEE P £
A& AP7I3kx] Al Ee] 24| 2fste] opr|E & Al
7= d(bronchiolitis) = ##Ad A7) %kA) ¢ (bronchio-

Irritants

Infections

l_PiIZ_] LOther host factors I
| b

Emphysema = -+ Small airways

abnormalities
Obstructive Chronic obst.
emphysema bronchitis

\/

“Chronic obstructive
bronchitis and emphysema”

litis obliterans)& #3ch Aprldx|gde delegs F
A4 SAa A FA oFE =& kg, 28 52
Aol Az, HiA AL V=g AREAS
AL dogj= 224 47] B2 D(proliferative bronchi-
loitis)#} A7) =.9] et A AL 2 ¥F
23 A|7)3=) &(constrictive bronchiloitis)o] & &,
o123 FolA] A7l g Yubs ez COPD 7
AR 7] gl A rled At

4. COPDEL} HMAIQ] B

A7} COPDERE $oi7h 2F <k AbEslo} ghgol
= Bk obA, o golEe] gujstn gle 4B
Upg-of) slo] & Esto] EAk gk

4zt COPDE Wejglaleg sle] Fza Wil
zlelz} Qlek WAL SAVIE B3] ¥4 A AR
Ao 9343 Wskrl sk GF- obad Al7)Ekz] SrtA]
Fods)e] oy, FTHEAZIRAS} T ol AW
5z ¢} wkale), COPDAAME F4 7|%% W3lE
Holx|ut w27 % £3), 27|HA]9 A7BA]7} F8
N5 A7} Hey A D] S &
FANDAA] GFubgel segchs sle] COPDE]
F8:3 apololet & S YIeF¥(Table 1).

19611 Orie’5-& HAl3} COPDE T o2 sh
2} Zghole I HEo) o A3 bl

Allergens
R

F‘\topic predisposition 1

[ Bronchial hyperreactivity }

!

Mucous .Bronchospasm
hypersecretion l
Simple Asthma

chronic br(g:\hitis /

“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
cells

Trigger factors

Proinflammatory substances
implicated in
disease pathogenesis

Evidence for involvement of
specific immunologic
mechanisms

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
granule proteases
Lymphokines

Considerable

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

None

o} gvhe 7Hd-& ¥ s}e 5, “asthmatic constutution”
o] RE 7= A3k} ibel 71 7] 82]Q) Ualele} 3t
el ol F HAA MF-L Lul2r), 719=] FRnkg,
AT FHEL R o]Fe|A glrkx sx RE WA 4
4 7= ZAE sl 9 HIS5o|d HAER
(Chronic nonspecific lung disease; CNSLD)ola}= 4
o1& AHgeIRIT?.

2y 43 FAEL A A VIE 2je] Wl
o i@ Aol hatod mh$- e AL AT 213
+ d, A=) COPD= ¢43] e, S3e 2ge
2 37k, 197639l Fletcher 3™ ol ©J3te] 7}
& Dutch hypothesis, ¥} British hypothesis2 2
R, 25 o7 IRIR AHdel dhsted B
=o] A%E glct

198733 ATSV&= HAE o2j7}x] 243l diste] 7)
T 719 9] b3l F7hEl AdelE Aelsla, o] @ 7]
Euihe-2 ool ZlesiE 2esly, Add &
<& 713A) FAAT A=l 2t sjide] & FHL

2 =z sigdcl. ol wvjsld COPD:: 7= #H3i7}
$709 B¢ @43 W) g AL B4e2 3}
3, COPDe glolA= 7|&391ukg(BHR)o] EAF
% qlokw shglek. 22|y ATS'P+= H4l=} COPD
oxje] 71% HSBHR)S] SAo] ojRA M= o}
27} djshel Aol gldch

A% 37 @A St Az Aokl &
Az ez} 2 COPD7L 7|5 -] Fejel| ul
2 #ads] FREE ASE ok, Bl sty
7% sz Ade 5 92, TE COPDAA FHdidel
RBEE 28l AR TP FFELIE, oF 2
e )7L gds] o9l COPD AAE 7|=
Faluks-e] F7h= F9HL4 COPDE $23 93al
A& 2hg-ghcial B3 9131, COPD e §lelA] 71% 3)al
A& Q4 Arfel7| vk Aake) g 25 Aoleh=
7}40] 2218 wx Ik, ols} zdo] #4J3k COPDE
Heldl 7Eshulabgo] 2.8 fHAANE 2HEPL
7}+ekshH Dutch hypothesis?} A4-57]|% 3}
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gZukgo] HA COPDE] Holol 4149l 4&&
doi & o, FEEE 7)Aol Bl 24 # ey
A HAle BAEIL COPDAAE 35377 £
23 FeAEs A5, 2 AN 4F
whgol FAAEE AX FRAES W] weEAla glon,
COPDE] Wale) A=l d3h3-& o2l% & ojs)
=2 A ®ez 9k

du]2 x]&4 ML COPDst £% € 4% 97,
717k 2ol BA] 92 HA gl v g}
X FEVI19] Zago] of whzA| Jehd A5 xj&4q]
715534 E Holi= COPDE AP gldo] A=z
e, 2 71HeRE 7IE Wy ko] 54 e
o] 71dslxEl 3 y1EWe] Af-3)el| 2fsle] beta2 agonist
2} corticosteroid®} 719x] FAAANE FAAZ F 9
the A% glou, ojzle Z43 7|4de 223 o,

AL FQ Jsfed dslE|m o8 g, A
o] AN S5 FdS 3 Hd FousiA
COPDe] EA=<l 27 ZTFAVIRA G H715-&
29 & 5 QP 2=y 29 Wee] 9l COPD
< #@71sAME 1% AL COPDe Hsjel gle
Y sigabee vy 2 BREHY FEV1S) 8%
ks, X8 Widt uhg) %) dEsln, =
steroid o} A3 el ez HEAL B 4 e
wfeb wbd HAA 7R e Al FaawiA
COPDL He| Aejskd 54 $1galAl, Jd4E3%
< vaE o, A2 93] o "RAE Al F7
wj¥-o] British hypothesis7} =2]&g] dgo] 5 %

stk

5. 715 w2 22

19681 Hoggs™0] Wk 7= Hjafjdgtel] 27)%
7} Z15se] FoRglelar g o)F o]o) A3k Y
& A7} o)Fol o, T Yanais' 3, WiggsS?
< 715HEE 29 HAa) COPDEMALolA S4] 8l &
271% AE A3 A7) 715 e @A
o] wx7|ss} G A AAA A FeiEia 8t
gick

27157} 715HAE s weallele] Fod &
Ao gE FAR A o] A7)=e] A7 dFuHS
271582 AF55a B ¢ S FAR)e] g
ojoizlzy, FA) FxFunkgoe] Foksle I EbE g
Z293ld 7|1F5H9E 4o 5 e ), ol V=9
A2z} Fyluko] COPDS] Wejdel] uhs-o 8%
484 s, gety 27571 715 F8 g
2 AEIGV(Fg. 3, 9.

Fig. 4% COPD2| weHslel 7I5usis)e] AAE
SX18519) dl, Z1@x|e A)7)@A], s Fepist
7} A2 F3He] S B 5 ok JIREEE e
3 B8 71 b, 719R) FAA ujd, A7|RA)
o, #71EL 7157 EAY 2E gl 75l
% FofElajek Z9A] A4 widie 71HAe) o
ozt A AgshA] FE Ao Haly
3 Michell 592 71Fe] 3571 Qe
COPDE| k4 7I% sjslE AR sh= /M $88 UA
old, 7|z} A7)x]2] Hela Hsle H7IFo] o
A ulekgt Ao why Zissse} A A

©
fle

38

.

AIRWAY /

"INFLAMMATION l

AIRWAY
CIGARETTE SMOKING HYPERESPONSIVENESS
\ ALVEOLAR
INFLAMMATION \
EMPHYSEMA

BRONCHIOLAR
NARROWING

~

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 GL4)).

Br E Br E

1001

80 F

2

KX
K
PSS
b
K
S
PXS
RS
3

AR X
0350

ot

40}

Severity Grade
A

e
555
ol
o

S

K

0}F R

o2
540
el

K

0

£

A,
X
X

e

o0t
ol EXSS

None Mild

Q

e

Moderate

Airflow Limitation

Severe

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

A7t {3, =3 T35 7RIS 2R} o}
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