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A5 EEHAZ3FF(acute respiratory distress synd-
rome : ARDS) & 4 54 S4% A &5 %
AR AR 924 d Aee 27E BoldA,
Swan-Ganz catheter& o83} &A% HEHH
71¢}H(pulmonary artery wedge pressure)©] 18 mm
Hg olslol ALt #aldl 8¢t (left atrial hyperten-
sion)9] YAA AZo] gla, BEH FaXEREe
2 & ayEA g A8 A4sc8F(Pa0y/FiO,
<200)& JepE dde] 5§ AEToR HolH

3L 9Jti(Table 1)'-% 19673 Ashbaugh &o]* A
o2 o] Ae B FAE HAFIFHAT
% (adult respiratory distress syndrome) &2 7]
£ o, UEd o] Ago] dollXw Th=
Apdo] dEAEA e B4 TEFA FFTl#
BAo &L U

ARDSE AH 5.2 714402 dA&ide dodle
thorst Ul Sd) os) LAY (Table 2)°7°, 1%
A aEe upd ol 108 7 757 AxE F4H
3L gl 1 2QARDSS) A3, Al A, ¥
ol g x& Azl thFt ola 7} Fs] WEE A
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Table 1. Definitions of the ARDS

Reference Year Defintion or criteria Advantages Disadvantages
Petty and 1971 Severe dyspnea, tachypnea First description Lacks specific
Ashbaugh' Cyanosis refractory to oxygen therapy Summarizes clinical criteria to
Decreased pulmonary compliance features well identify patients
Diffuse alveolar infiltrates on chest systematically
radiography
Atelectasis, vaseular congestion, hemorrhage,
pulmonary edema, and hyaline membranes
at autopsy
Murray etal’ 1988 Preexisting direct or indirect lung injury Includes 4-point lung-injury Lung-injury score not
Mild-to-moderate or severe lung in Jury scoring system predictive of outcome
Nonpulmonary organ dysfunction Specifies clinical cause of lung Lacks specific criteria to
injury Exclude a diagnosis of
Includes consideration of the cardiogenic
presence or absence of pulmonary edema
systemic disease
Bernardetal® 1994 Acute onset Simple, easy to use, especially in ~ Does not specify cause
Bilateral infiltrates on chest radiography clinica] trials Does not consider the
Pulmonaryartery wedge pressure< 18 Recognizes the spectrum of the presence or absence of
mm Hg or the absence of clinical evidence clinical disorder multiorgan dysfunction
of left atrial hypertension Radiographic findings
Acute lung injury considered to be present if not specific
Pa0,:Fi0, is< 300
Acute respiratory distress syndrome

considered to be present if Pa0,:FiQ, is< 200

Table 2. Clinical disorders associated with development of the ARDS

Direct lung inuury

Indirect lung injury

Common causes

Pneumnonia

Aspiration of gastric contents

Less common causes

Pulmonary contusion

Fat emboli

Near-drowning

Inhalational injury

Common causes

Sepsis

Less common causes
Cardiopulmonary bypass
Drug overdose
Acute pancreatitis

Transfusions of blood products

Reperfusion pulmonary edema after lung

transplantation or pulmonary embolectomy

Severe trauma with shock and multiple transfusions
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72 FA e AR dA7X = ARDSE ¢
T AP EL o 40-60% AEE EA ez 9l
ops-e sl mEtd ARDSO] APHES Fo7] 3l
AMe FoRUE o] Al wl ¥ Hejeld gigl
BE5 ol3)o} o)F AR F Bt A X8 A
2] sigo] A B B nde F3
of #A71x] ¢elx] ARDS9] #lm ezl &
[ I L B e L=

£ &
1. ARDS9] ghs

1) M= 2 AlmM® &4 Endothelial and epi-

thelial injury)
A H¥E oA E® WA ¥ (microvascular en-
dothelium) ¢} ¥ Alu]A] ¥ (alveolar epithelium)
2 7bA 22 (interstitium) 0.8 FAE of$- dag
HE-2AH P A4 (alveolar-capillary barrier) o
2 9 Ad e, YR AE-mMEd
el FrAdo] A= flol HWE ZAET Ule]
3 AR AX Y= g4 fd=EA Rt (Fig. 1).
ARDS®] HRle uj9- EREAR T4 o2 g4
#l¢=4) (acute lung injury ;| ALD el €13 o ¥ - 24|
4 Fee] oo 7RIt & ¢ deH, o=
Z HY ZAES WA E 9 H¥ guAdxe] £4
I AHZQ do] 9k, & ARDSe FArldle
¥ 19 Vel v} Fro] B34 7174 oa] Hx
EAIEH YoNE 9 H oA xe] &43o] B F}
I, 22 A% HE-FTHES FHe Fapdeo] Fvt
3l gl do] FHG 5, F Y JFo| HE=
2 9 Ay a2 o fYEY dJ 2Fol 2k
#®,

A% AF AoNEE F 7 Fhe] xR 74
ol Jedl (2™ 1), dAl AX ZAH9 < 90% =
APE Type I AER o]FolH U1, YA 10%

< 4489 Type II MER o] F93 o} Type I
AEE F2 7k BFPE FFePEA &4 ofj$ 5l
Zsld FH E&4E vod A IEEA o,
Type II A¥x= F2 HE XAFAA (surfactant)
44 9 o] 4<% (ion transport)o]] TAFHA 4
A &45A gkon, # &4 Tde 83 F48Y
Type I AlE2 #3}8h= 7|5 Adr}. ARDSA]
v ¢ HuAIxo] &4 tEo] HE e
4% dAsH dolvked, ol dHE duA ¥
24& o] Aol Wy ¥t ohiz EHE LHE
o] olA 7%, HX AU Ee] &4 AxE F
83 o F & Atz gEx Y=

ARDSd|A] AuM|E HF(epithelial integrity)
o] 2Ae U & 2 JA a8 ARE xH
o 1) AdFo s AUAIE A (epithelial barri-
er)S uM ¥ A (endothelial barrier)e] u}s}
FHde] @43 AHr] qB¥, HE AuAE gy
(alveolar epithelial barrier)o] Zz|g A9 F2 o
o HE W fol 6 EAFHAN, 2) JuHE B
Fo] 24 Type II AXe] &4 HE AAE
o] AAHQ ol =% 7]5E A HE W2 &
JE E do] AA EL AF5ol FNE Zhs}
%%, 3) &3] Type II MXe] &4 Ax ¥H
A A4 9 A E ZAAA® ARHos 53
2 AR FH G4 ol AE FEAFIH®Y, 4)
A E BE A wfio) AF HEE Ad 81
qAE HEA & WA HPAo] EolXlE TFHT,
5) A AJuAEe] &4o] AT Agddls AONE
o X H 37 7)Ad FNE xefsld | HREE
do7|A A2

2) 3ET °|EY mjlea

ARDS¢9] BRloA 331 &4 HEAde F843L
2 g2iA vk 1 FA=2E U7l ARDS %719 ¥
Z3] gl aAdM s A 5579 ¥ Fgol BF
5] 32% ARDS #alge] o 55 3 7@ HE
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Fig. 1. The normal alveolus (left-hand side) and the injured alveolus in the acute phase of acute lung injury and the acute
respiratory distress syndrome (right-hand side).
In the acute phase of the syndrome (right-hand side), there is sloughing of both the bronchial and alveolar epithelial
cells, with the formation of protein-rich hyaline membranes on the denuded basement membrane. Neutrophils are
shown adhering to the injured capillary endothelium and marginating through the interstitium into the air space,
which is filled with protein-rich edema fluid. In the air space, an alveolar macrophage is secreting cytokines, IL-1, 6, 8
and 10, and TNF-¢, which act locally to stimulate chemotaxis and activate neutrophils. Macrophages also secret other
cytokines, including IL-1, 6, and 10. IL-1 can also stimulate the production of extracellular matrix by fibroblasts. Neu-
trophils can release oxidants, proteases, leukotrienes, and other proinflammatory molecules, such as platelet-activating
factor (PAF). A number of anti-inflammatory mediators are also present in the alveolar milieu, including IL-1 recep
tor antagonist, soluble TNF-a receptor, autoantibodies against IL-8, and cytokines such as IL-10 and 11 (not shown).
The influx of protein-rich edema fluid into the alveolus has led to the inactivation of surfactant. MIF denotes macro-
phage inhibitory factor. (Cited from reference 20)
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Al H <Y (bronchoalveolar lavage fluid : BALF)U
o] ¥ AFME 94| EFTE dHA dem?, o
¥E ARDS 58 RASdME 357 o34 #He
ol YRS & F Atk 0|43 ARDSHA
5F5T B4 &l Yehks 7] A dalM s o}
Z ATt AF Folxyt, BAY HE JANE
(alveolar macrophages) 2% XEH|5= cyto-
kines, 53] IL-1, IL-6, IL-8, IL.-10, TNF-a %]
%79 31874 (chemotaxis) ¥ #A3}) a3
HES 3, B3 ZFTEHE BHEE oxi
dants, proteases, leukotrienes @ 7]E} platelet
activating factor(PAF)$} 78 QZH1LEAES]
B8H o2 zgale] HEdd Vsl Aos U4y
A At (2 1).

BAgt o]e} e TZA JZuke-(neutrophilic
inflammation) uwj&oj] ARDS7} f4== #A1A],
o ARDS® Az 3574 dFuHgo| Yeht
AAQA ] A= o}F] =#to] Wit 35374 @
FHEo] ARDSe] ¥ele] ARZ 988 & Aol
= o dial] o FAE dod|A s 2 7 &
& AEHE, 4 AR FHM A 5
1% (neutropenia) & A|d 3} A= ARDS7}
ZEA o WY, AR BE nld e ey
o] 3F7 vl WHT F Lol Kiyol
U, FF HE BxEoA A9} A B2y
o7 Wz 37 528 71417 granulocyte
~colony stimulating factor(G-CSF)& Fosled T
HERe] ey 2355 7RI tthe gAad
T B A 3 557w 5§57 4Ye ©
e g g4 AF@BA 55 9o (host de-
fense)ol] M9 F83 H8L sh= Aog LEA 9l
o} wetd ARDSOA a37e] #3dso] #A 3
Uehbs olfe 2 2HAI7E o] A3 fuAT)E
VA 242 AL3p7] yiolgy|Hrks the oW o
AA Qo) tfd Woir|de] dflow Yelts 71
A& MAE FE gt o9 2E Ae dR)iA|

N rir

W

N

n d

ARDSe| thgh 94 A gxdgfe] tj e 432 0)%|
R3AY oJFE FEHoR HYE 4 e A%
57)%= gt}

3) 7Iet eF o 1™

7}. Aol 7191 (Cytokines)

SlollAl ZrekstA] AF3t vle} zto] ARDS2] w94
T UFE AlERIE 2 7)E 95 dT7EAE 7}
o] B Ao atge] Hojshs Aog gelA Qed
(Fig. 1), c|& 93+ ARIEFRIE (proinflam-
matory cytokines)® e 7% dZA¥E, H¥E
A, Ao E (fibroblasts) Bl 2la) #z2
Wolld Zados FP=AR, e He Az
(extrapulmonary factor)d] 2]3 Alo|E7}e] AAA
9 £Ho] Huso] Tilg B3 Q). & o] of
A E A9 2} (macrophage inhibitory factor:
MIF) = > 8}A A< (anterior pituitary)oA] A3
A== #9248 Alo)EIR] (regulatory cyto-
kine) o 24 2 IL-83 TNF-o A& Z714]7)
= A8g shetl, 2 ZAgo| w9 e FAvE
T2E oF Ao BRI A A 5¥E steE
Ao delA vt a3d FuFAE H2 ARDS
g2t BALF WolA MIF7} o9 8 sx2 7
28t Aol ¥A* ARDSe| A MIFe]
o gol| chal] st Ay} AT k.

3 #Tol= ARDSS] ¥Rl AFAT Al)E
RIS gd NELE 2o F8o] uj9 283
AEE vk ARl MEA HEged, o9 e
HEAT AIEFR] B didt WA dAAxER
£ IL-1 receptor antagonist, soluble TNF-¢, IL-
8 autoantibody ¥ IL-10, IL-1137} 22 ggAle]
ETRI Fo] ¥eiA Yok

o] o] GFHT AP|EIRIE 2 4 v E
HEo] ARDS9] H#RloA 712} ojdH &L sh= %)
o daixe= A A7) 38 Fo)x|ut, o] & Hr}
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FAH ez oldfaly] HajME HATA Hhgdl 4%
g 5 PR o2 HETH 4% (bio-
logic activity) o] i3t A7Eo] t] HPE|olof & A
o2 AlgHd

. 7AZE-454  #H&4(Ventilator-induced
lung injury)

o] AxE B VAZEE d2FE AF7H
ARDS x)28.9] Z7hg o] 1L Sl=d], o]¢} B
HAd e ez AaFAR AT 2AEA 2o
ZF8 ARG e, e ZIAIEE A oE
HEAdo] WAHAY otsld 4 dgol YA B
w=ite] A3 . o|Eet AL 53] 187 13 &
712 (high tidal volume) % 1¢t(high pressure)
71A5ES b Aol T2 s Ao YA
d=dl @, 12d Fe 9 VAISES SAEA %2
o slME 4 # 5% (permeability pulmo-
nary edema)& FLAIZ|ILHH, o]n] HAE WS
Holl alire # F5g S dsT)= Aos ¢
A AT

NAEZE F4 H& tg Fehe] e F2
JAEE we #A¥ HA (alveolar overdisten-
sion)ef] L 2Fo] BEolA U=Hl, s.okslH &
2 13 @13 4 a3t JAIEFol A AL
WAl7)al, 28 8 HEE FYMI s BAES
So| Mz ks o 2H, 2 ZMER AEH
2 BA (capillary stress failure)o] @A3led #H&
o] BE Zlojghs dHdolrt. stxRt HZol= #
¥ Hg3als W= 7AEEd oE H{E dx
(atelectatic alveoli) 2] 713 7}# (cyclic opening
and closing) 7} 222)7] ¥4 ¥ (shearing force) &
FEAA 7IAZE AR HEAe] B Aol
= o] g& AAE B3 gt Z|AZE Al 3
A= dx ooy HY dxe F714 JfH=
AR Szl WEEo| od J|Heg H&EA
& FEAFIE Al A E oldE At HE F
ojx|gt, AAZAM= F 7HX AP BT #HE A
¥ tis] AF(fBE) AE# A (stretch stress) 2

Zgsle] 12RE tge GFAT Al EFRI A
o] 2 E ] H<EAdd rldske Aol ohdrt &
LI A

o]l o|f= 1 F ARDS #apiA dEHL
2 g3 gtd 283 135] 87)%(10-15 ml/kg of
predicted body weight) 7]A|Z&o] £AEA @&
HEY e FErHo N HEge 23] o
A FIAY &S ooA # F 2, YoM o
kA A7) 34 (multiorgan failure) Ao = 7] &
F Atk ARdo] olAlE A HAME WolgdAn
on, Axole e Hx 7Y H3 (end-ex-
piratory closure) & %A & Aoz AEHo= A}
S50 oW u VA ZEE Aol K E HER
ol 71 @ 4 gl Aom ¢ A UL, o8 F AT
ANES ENE 7Hsd HE H348 Sol1 g
# 22 A4 (alveolar recruitment)-& Z7A7]7]
95 A28 Wold 7|4 5& M (protective venti-
latory strategies) 7JHE 913 tps YAAL &
o] &l AZE T e, HdlE 1eid WA 7
AzFol #d 2 A Al]EFIQ] ¥H3-(pulmonary
and systemic cytokine response) 71Al % 7Z+AA A

T AthE BHEE Q7AYo A,

t}. 71e} €4 7)A (Other mechanisms of inju-
ry)

thE 9% 9 rlVIAE2 ARDSS| 1l glofA
T Yot A2 T3l HE3E FRATAY A
he B33 o] #odske AoR dA A E
o & o ARDSe] ¥ 34 Fd= 1% Y &
31 AA ] o]de] WAEl 22 HIE o i
-84 84 (platelet-fibrin thrombi)e] FA=EA
Lphes, A ko o] AR HE YollA] HiAE
#))7]% (fibrinolysis) o] #efE WA =u], 1 2
surfactant®] B4, A& B 7159 ol4o] Al
AE 312 5 am PohE

4) MM o ZY (Fibrosing alvedlitis)
ARDS9] 3477 Avpd 4% 2 5 §43 ¢
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o] Mg E-g Mol vhA, & T8 §x S M4
A AL R JYEA Hed U B, o)o) e MY
4 HEdE 2o F8 MY F 5-7Y AT
FE BEEHE Fom UHA e e A4 g
o] vehdr] AlaEhE HEE A dRET 3
ZFH 84 Al £ 5 (mesenchymal cells) 2 Z15¢] Al
BE AYAA Hew®, 228 EHdM M4 5
¥ 82 AP Y940 9 JuwAst s
Aoz YA lom®, HAl2 ARDSE Abgg @
24 E9] B4 27004 BE #2F Yo #A3 col
lagen ¥ fibronectin &#o] &},

olglg MAA Wl¥PgL ARDS9 27]5E A|zg]
=8 ot IL-13} 2 GFAT W ERSY 9
& FAHE oz F2Ea rpS. I FME
53] collagen 4l AFEAZ U7 procol-
lagen Il peptider= ARDS®] uf$- 7], Ax]oj=
718 A E 7IAEE AE qEE 2 2E o)
S7IPI= sk, olel o] HAE oA
procollagen Il peptider} =7 7A&E A$, anz
AP 180l JolE Aoz dejA gl

2. ARDS9| 2% (Resolution of ARDS)

ARDS¢] 35 #gel= o §59 A4, £49 ¥
X A xe] A, HaE 9FMAEEY AW 5 ¢
F& A 1A EC] BT 11 FoA 94 o B
Fol 24EE VM E ARy, ¥ BEd Yo g
< F2 Type II MXo] ZAsdA Na*/K*-
ATPase?) =£-& W= sodium pumpE E3f #H¥
H25E 7 WE 5%3 o|%(active transport
of sodium and chloride)-& &} 5w & o] w) 4
2 72 Type | Al ¥ SN A 27 S8 &
27} H& aquaporing E3lo] $£5Ho2 H¥ y
258 M Y2 AFs Dot (Fig. 2). o9} e
¥ FFdel AAE AZdnct AP w9 27| %E
doid 4 Qe E Ty A9 g JAZEFS
AlA B3 A7 FRE BEEYE s, g

A AA FHol AEHFE 2T F (oxyge
nation)o] VA1, 71AEEF 7)70] ©IHEo,
AE TFs/do] Fopig# s, 1 vie)] ¥ Bge) yo)
© AREe] 784 2o B4 pide] ¥gls|o]
=, ol B HEaye wa A Az oot
o O FAME B84 BlEe] AAY o 83
Hl, 2 ¢]f+ hyaline membrane $-¢] ¢4 23
o] A < 2l &3 (framework)o] 8 4 7] o
ol # BE Wjo] g4 dmAde 22 gy
FHAE Zte] Gabtge) os) AA=, B4 @
BAS HE AAME 9§ endocytosis L
transcytosis, t2A] ¥ 2]3} &4 (pahgocytosis)
& B8l AAR e Aoz dulA Yk 2).

thr o2 ARDSHA &4 HlE AbuiAlxe] A4
< F2 Type 11 A3 F4d] g o]Fojx|y),
Type 11 AlE= o]2|§ FHA Gekg Auja|Ee)
2’47 3} (reepithelization) & $]3 progenitorgts
g 5 At F Type I M¥7} £448 ity geyy,
Type II M¥7} =39 Type I A ¥9] 7]A 9} (base-
ment membrane)& 23317 98 243 F, t}A
Type 1 22 E3sle] A4 dAx 2=z 3=
AZ13, HAE JuAEe] o 4 %9 (fluid-trans-
port capacity) & Z7A]7]7] €},

viRlgo 2 ARDS iy 2719 Hz4 Yz A
SR B GFME(ES) 3FT) o] 3 4
dle ofE 71de) 28] AdEE o) tlsjas o
EHEsA T, dA =M= apoptosis(programmed
cell death) 7} 7} 8 7| "o oldr} 2Z3)q1 )
th. & ARDS Z7|d) #Hz3 =z ALE9Y 53
TE°] 3 E7d HlEHA AAF o2 apoptosisE
doiaN 9% H9aRE AgsE Aoz Hy7w
th SlARt ofE AT Bao) sl ARDS 34jo)
BALF W9 apoptosis& 9037 323 47} 93]
2 e Wk, o3 ¥ NS olmle G-CSFut
granulocyte-macrophage colony-stimulating fac-
tor(GM-CSF) 9} 2-& antiapoptotic factor7} 37|
EA 371 W &o] ohdrt A= I gt P m
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Fig. 2. Mechanisms important in the resolution of acute lung injury and the acute respiratory
distress syndrome.
On the left side of the alveolus, the alveolar epithelium is being repopulated by the prolif-
eration and differentiation of alveolar type II cells. Resorption of alveolar sdema fluid is
shown at the base of the alveolus, with sodium and chloride being transported through
the the apical membrane of type II cells. Sodium is taken up by the epithelial sodium
channel (ENaC) and through the basolateral membrane of type II cells by the sodium
pump (Na/K-ATPase). The relevant pathway for chloride transport are unclear. Water
is shown moving through water channels, the aqugaporins, located primarily on the type
I cells. Some water may also cross by a paracellular route. Soluble protein is probably
cleared primarily by paracellular diffusion and secondarily by endocytosis by alveolar ep-
ithelial cells. Macrophages remove insoluble protein and apoptotic neutrophils by phago-
cytosis. On the right side of the alveolus, the gradual remodiling and resolution of
intraalveolar and interstitial granulation tissue and fibrosis are shown. (Cited from refer-
ence 20)
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Injury to alveolar capillary membrane & epithelial cells

- (Cytokines, leukotrienes, thromboxanes,

— Increased vascular permeability

Release of inflammatory mediators

prostaglandins, oxidants)

— Defect in surfactant function

Leakage of liquid, macromolecules and cellular components from the blood

vessels into the interstitial space and into the alveoli

Alveolar collapse

with vascular narrowing and obstruction

Reduced lung
Compliance

Impairment
in gas exchange

Pulmonary

hypertension

Respiratory failure

Fig. 8. Schematic pathogenesis of ARDS.

&7t ARDS #xkEe] o %59 YdE apo-
prosis ¥ marker&o] #A3P F7Eo UL ¥
ol]gl¥, 1Ee] BALF7} in vitroolA] A o]
apoptosis& A7) Aoz dHA Y7l W&,
21213 apoptosis7t AT JUAE RE JgE F
< o] obd7t FEstu UTHS S, webx el
ARDS #xE52] BALF &2 #HzZUd) A&H <4
ZH 25 A3}, E3) apoptosise] g i
At Y e ¥ slos g,

3. eljAiz| (Pathophysiology) :

1) fopy HES

ARDS?| 718 o3 3oz ojv] 7led n4 ¥
7o Wkl 434 viEde] Buld o3 ¥
3R AR F3pd Sk os faEc)

2) o DRigt W P ARN
Y7 AL i e 37t 240 E 4 B
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g ZpA|e] HEo % H ER VA Ad, A2
o] Aatagd o AEdH 5 9 gl oA @A
3 o AfFsk o o AR o Fol Hud
ol A&HEe FAEL AF7F F4) 4o ol
# 2L AraFo] AdE Hell= ALEA. ¢
ARAE ARDS8AEN =84 Yl so
gtol A7) A et A dFEn

3) BEHEMA|I9| oA

ARDSM = EHEGA 7 E] Wge} 1 7|5
o] Aoz} QJom” dxy WA Ty HRFE
FelE EREAYAE B84 A7t BEEAA 7
ol Y dxe gHgHo| U5 HILE]
44 HAd=e AEE W =g 2 (inter-
stitium) GHEAEE zHsie] HE Tl
Hidze] de] F&o] xefE 5 ) oY AF
387 HeA & d3 8 (tidal volume) o2 3}
7N ZHEAl] E8AG8) HEE 4 gl
olwf Er|UIE A431H FHEGA Y )Ee] B
EHe Ao2 FEAYAAN A Ao

4) Hxwst

A7) 719 714 gl AARst e A
S3He HEA 23 (elastic tissue)o] AT H¥
o] HHAE zefsla HAr|EE 2.

5) 7iamgke| olet

HZd 77 9k (shunt) o] Z7H=E £3] 40%
ol F7HEY. AT ER UMY ol Yt AT
ZE7) AR F AR A B3P s DY)

6) S&ste| wist

2.4 =9# 4 (regional lung inflation) 2] zjo]&
gt g4 s dske HRES W
e FHAFEoEA S8 dHgle)l £x8 A
o2 qAHoY ARDSEAES wE tE: HFsin
W 2 g AUt EFEE JedMe $Fol

71¢ Al HEEe] Aol gt ol FH
#Ho] B 279} ARl TEL e EolEn ¥
FAZY S7ME T2 JHE B8 do] zefE7)
2ol &% FolH7) 2= Aoz AIRETS o
23 AR Sxje] Ao} HFo o8 o]Fo] |
o} ARDSAM &= HEE Alel9] o]2]dt ©4de A
o|Z JFFTHY] FE HEN Hesloh 75 &
7)HE ZAaEE ol AEAd 8 o HE A
Ao} 23 F2 2 BAE (elastic recoil) 2] F7}
T ol A g HAE wE FoAe A
dH oz dxo] HAE 37| 7)HA FHE
(collateral ventilation)$} #HE7} A5oE &
(alveolar interdependence)¢] glol# ©]2 #Hx9)
HH7} Al ojeist HdEL d ¥4 (compli-
ance)®| A4z vehdoh. #Het F2E ¥k 3
F71A19] AAerA (static compliance)-& 7l 30
cm/cm H,0 Axo|t}. |28 5F7|A FHeA 9
4y ARDS9] €ijle] A3 #A&dl 24 4 o
QYA ISR B B aso] o™ HA b
£l 9]3 ARDS(pulmonary ARDS)¢! 9=
T2 dAvge] vt # F&Addl 9)g ARDS
(extrapulmonary ARDS)d|A+&= o] ebdo] F
8 Zaso] vebhdtl. ARDSIA 7% 3o #3}
o disiAe ok 2 Fyslol | gt mad) o
3 7%= A3 A1 niF Ao Hs] ARDS 2z}
EollA of 3u) A= FiEe] 9lom Hi F 7|& A
g}o] ©F 15-20 cm H,O/L/sec & FAFE T ®, o] &
g Age oifR 29 HuEAdA g (viscoelastic
resistance)dl] 9J3h} 7%= Agw GAite] oF 26) A
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