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AECC American-European - Rt g
consensus conference

ALI acute lung injury F-Y CALE

APRV airway pressure release ?T“ lE U 4T éf.'
ventilation

ARDS acute respiratory distress AR SR L
syndrome

LIP low inflection point T & T ek

PBW predicted body weight WL R E

PCV pressure control mode TR A R

PEEP positive end-expiratory vl gfj % It
pressure

PHY permissive hypercapnia R el i S O

Pplat airway plateau pressure FiEBRE

PV curve pressure-volume curve RA K Fhd B

RM recruitment maneuvers ER Y o

RR respiratory rate vl R =T i

UIP upper inflection point odEFTEE

VILI ventilator-induced lung rE R R AR
injury

V¢ tidal volume 2l &
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1967 & > Ashbaugh % * '§ Bfs i & rf e g g FHE £ D12 B
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R R S 0 R X BT S RUER o FIF A0 A Ak p T
r¥ex 2 38 Jx iz 3 | (adult Respiratory Distress Syndrome > ARDS ) » 2_ 4 3 IR
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B &k SLAE T ¢ #3% ALI/ARDS ehg 4 > 7307 e B R 3 2 0 5 £
S F R R LG -

Flig = ALL / ARDS chF] % %% » T g A BrE 2R 3 — > F]) 1988 &
Murray % A 2B WG 2 e MO kT BRI G RER ¢ 51 X
X kizER - § £4p#k (oxygenation index, PaO2/FiO2) ~ » § % I /i

( positive end-expiratory pressure, PEEP ) 2_ % f~ 2 % g 4 > T390 fich
0.1~2.4 % > T &5 ALl T30 > 250 %4 5 ARDS » B2 B ;2% * *t
TRfk 0 LA A X A s FlhT) 4 2 f (*i =

1994 & % - g+ & #4731 € (American-European consensus
conference > AECC)> » # ALI/ARDS %i— & % % T4 et £ 36 i 133
(Acute Respiratory Distress Syndrome) » #& = ALI/ARDS & %74c™ .
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it 2 g2 (cyst) A5 o

F % 2 Pa02 /Fi02=300 4_= M1 & 4% 4 i (Acute lung
injury, ALT) > ¥ PaO2 /Fi02=200 R|f_:& » ARDS spfe o fe 3
F AR AR 02 o
EMER O pGE f AR BT

ALI/ARDS 7% e fics <~ 2 » EREE Me §F 2B
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eE 3 B 3k 2 % 3 1 (Ventilator-induced lung injury > VILI)
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X B Vr (10-15mlkg) » i 20 EF7 5 2F 8 B @ 5K 27
g S ERAE G e R o Sk flz 5 T e BB R WAE G
(VILI) | -
VILI 8 #& & % #4345 5 (volutrauma ) ~ 3 K 1§
(atelectrauma ) ~ 2 * 4f i (biotrauma )~ & # 3 % (barotrauma )
F # # 1% (oxygen toxicity) Z4ph o
Wz T R ETR Bom ALL/ARDS R it e 5 2L i aadp
G 2gus s 3R
(- ) il % (ventral part) — 31 £l § %33 > b &2 8 1E
Pl o ek ZOOBEF P OLLERBFATE R F D
A EM O AR R ETERFER  FST FRIEG -
(Z) P E%E CLR-FRIZEF) e 2R3 EATRE - 7 5 vt
FREPE KL AR o FRE R EH L ER
e 2 %7€ BB Fc— B B (recruitment-decruitment) A5 = ¥
SEREI 4 e b o b S e BTG o

(Z) %@l % % (dorsalpart) —Flp * ¥ R Top > X €4 B
Wie BRI G PRS i EATER e
PRET G AR PG R L RSH IR AR
Ak R E R D o

TR RHET > P ML AR e F AL R > T 05 M A

o mr ik o TR BT R P R IRR RS Ko f 3

MM F EBRE - LFLEERPFE > L FFEF AL R R

TR F R A e GRE O T R § R e Bk F
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(protective lung strategy)

- B F B AR R RE

s

-~ F 7 # (tidal volume, V1) ¥ % i % /& /& (airway plateau pressure,

Pplat) R4rfe b £ 9
2007 & Cocharane ' % 3o 4752 TEF R (v ¥
3 »x*% M ALI/ARDS Iﬁ? A% 28 X 5v = FArAfrit S 5o 4 ¥

110 % 6 KA RFEHT M RELF Rk for s e g

=

oA ks A AT AR 1181 g A o M F B AT G ook

o]

LR oo @ 1030 g 4 RGE F RE T F R0 A 2
X ok 234,

73 B ALL/ARDS J5 4 Vr =12 mlkg » § i@ = 7~ = 53
v B 6 EAT Y B TER Y 98 7 L AL/ARDS Network’
Gy 5% 0 444 861 4 ALI / ARDS Ao BFOF R F R
w2 1V 6ml/kg, Pplat =30 cmH,O " % (%383 § Kok | 4 & §38F
% VILI h& 2 > fk o s o fr B7 ¥ 5 R © Pplat & 0 & phop A
s 9% B (transpulmonary pressure ) % it ; Pplat & & & 5 x # ¥
SRR TR RS B A ff”,@-?‘f % & RIJH A Pplat> 1L % e
i & #5E o Amato’ fv ARDS network’ # 7 % ¥ Low Vy 6 ml/kg
fr Pplat =30 cmH,O ¥ 7 »x*# <7 = & - 2004 # Cochrane % it

A5 5 TR s 70 B R Pplat<30cmH,0 0 &
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Low V@& # ¥ jg % g5 A &5 = 5 % Pplat>30 emH,O> & & Low
Vo¥tr = F & 358 it 24F Pplat =30 cmH,0 ehd & 4 o 7]t
A szik AL / ARDS 4= #P 3%k @V 6 ml/ kg ( fbgﬁf%@ 4-8 ml
/kg,) 4= Pplat =30 cmH,0 - H 2 & j g 92 :
(- ) % Pplat >30cmH,0 - B Vy& kg "% 1 ml> & M a4F Vo4
ml/kg -
(=) % 25 cmH,O=Pplat=30 cmH,0 - T ¢ F R et FER 0 P
V¥ 3 4 5 7-8 ml/kg > 7 7f 4% Pplat =30 cmH,0 -
(=z) % Pplat=25 cmH,0 > ] Vr* kg 2 1 ml *a¥F Pplat & *
25 cmH,0 & 24F V1 6 -8 ml/kg -

Gt R 2N AR o s FEY Y
B% G TR ¢ 730948 £ £ (dry body weight - DBW)* » £ %8
£ £ # £ & (measured body weight, MBW )*> 12 & %% ¥ (idea body
weight, IBW ) °» 48 & 35 8| & (predicted body weight, PBW) > »
LI IBWehip ¥ BEEwE»PBD FltA AL R RN S
i A oo o Steward® ¢ * IBW 7.0 ml/kg # & & ALI/ARDS
Netwok® # * PBD B % 8.0 ml/kg - Ap ¥t Brochard® # * &
DBW 7.1 ml /kg # & & PBD A1 % 7.8 ml/kgePBD 3+ = 3 4
L5 g fon s BR-m A HES T0kg 2 BMEH 4T 100
DT MERAR L R AT A B o kA FHADF B
ALI/ ARDS Netwok® 12 PBD 53-8 3 34 1 3-8 250 4T & 9
- PBW=50+0.91(¥ % cm-152.4) ; * }+: PBW=45+0.91(¥ % cm
_152.4) »
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BREMER A R Fa B PBW#E S S LR &5 R4 T
FAIIRRFEST o P W RP %F:w o frd o223y
*ﬁ’éﬂﬁ“ﬁ§§‘ﬁ@ﬁi’£&¢%?i“$“
FMHEEME (kg) =(& 8 -80 24)X0.7+10%
~piEEEE (kg) =(&F -70 24)X0.6+10%
Pl4e170 cm § 1 0 fF2 F P E AN HRENME L 63 kg (EF

B 56.7-69.3 kg ) » PBW 2+ & 2 ;X p] & 66kg

Iy
3

N S Pl T
i 4R R F Rvs 0 525 Pplat=30 cmH,0 > i ¥ 4
FARULEAT G AL P B F CREH S TR
s (permissive hypercapnia) *'*!" -
WMPATEL8 - F PRI ek - P oo B i E -
&R B R

~ A ERTUR L S G B R ® 2 F A4 pH
T xR ¢ 2§ 1L BRIE B 4 <10 mmHg/hr' > s pH 7.25-

7 45 231314
SRR AR BRI v B ] TR R 4

3 A g o

AT £ (Sa0,>90%) 0 F IR AR L vk 8 5 ¥ PRIE 0 W

\

PR RIRECEETIE A B R o S8 ST PIRR
I pH§7.2,;§g‘5ﬁgécmu Sl (£35) REELAS b3 et &
% 1 @ ( autO-PEEP ) o %’ el vZ :’( ;a;; o @ 35 :’}—\. /Av\ E\'

PaCO,=25mmHg, > 2k %+ sodium bicarbonate '*'7 o
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%1% ALI/ARDS
R F R Bk (v 43

N S 3 ggjrﬁs T3 ;i

Ek- AR Bl g G o ALL/ARDS 4% T o% 53kl § Kk
eiv Bk ¥ o HP FiE 3 R/ER (Pplat) % =30 cmH,0 - (1B)

EERS R F S (Vo) TRAFRGFER ARG KAK AP
T Vr6oml/kg > 23 EE# R 4-8 ml/kg - (1B)

Ekz R TR F K, PR T OFFF R R o pH B3

*

I=q

7.25-7455 7 ;‘ga w2 = fic (<35 /A ) # & PaCO, e pH & >
EpH=T2 2357 &7 B d 4o - (1C)

=

'*‘\

P #%: PaO, 55-80 mmHg * SpO, 88-95% - PEEP ¢33k % 11 %

PBL Rt LR EF G Lo ltaecd (1B) -
¥ 4% ARDS Network Low PEEP /FiO, table * 5% 2 % o

ALI/ARDS #~#p 7 & * #je wipjis & & vt 5 B3k 2 if 5 PEEP -

PR S L b TR RS
TEARE S F AR F N SRR L R AR ER A
m@%,ﬁﬁ%@Wﬁm@T$ @%&ﬁ L g2 Em A o
(2C)
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Iy

g~ rEex BAR (T AR

I

CBfRR A ROB R F 8— 3% & $3% ALL/ARDS 2 3% 5 F]+ o
Fe > ALI/ARDS 2. %7 -
SRR AR LETR A - TR K eg ) R B
(= )>Vr6ml/kg ( r3F# R 4-8ml/kg ) Pplat=30 cmH,0 -
AT F BoSS
(1) VCmode & PCmode > & f&il 5 ;8¢ 7 * » 2 &
PR F F P & Vrfe Pplat ek 2 R R o
2. Vy{e Pplat 24 & R B :
(1) Vpztg =2 3¢
A Frlerd F o2 ML 52
FH=(£3F -80 24+)X0.7
L= (2 F -70 2 2)X 0.6
B. ##£ R E (PBW) 3
g} :PBW=50+0.91(% & cm -152.4)
% 4 PBW=45+0.91(¥ & cm -152.4)
(2) ™ Vi 6 ml/kg » Pplat=30 cmH,0 % #p] » 8T 7|
AL S
A.Pplat=30 cmH,0 » V; & kg "% 1 ml > & X a4F V4
ml/kg °
B. 25 cmH,0 = Pplat= 30 cmH,O > V114 6 ml/kg %
Ao oA FRLF F RERSRE S 5 ek T
HWAv o Vo ¥4 5 7-8 mlkg » % ‘a4F Pplat=30

CmH20 °
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C. Pplat=25 cmH,0 » V& kg = 1 ml 12 £ 7] Pplat 25
cmH,O & & 7% 5 e F 44 47 7 X e e
3. i (RR) AFRA
(1) RRAHPZ T_12-25 /4 » & % # 428 RR =35 =/
& (1232 3] pH 4o PaCO, 5% B 5 B ) .
A. 5w Pplat=30 cmH,O » ¥ 3 35 ¢ & AL &
(pH=7.25) -
B. ¥ pH=7.25> % &_%] hypercapnia & = ° £ &K ¥ 3
ferf e Tl (2 =35) 2 LA 2 pF e K
& (auto-peep) ° ¥ 4_Flmetabolic acidosis i&
= 0 RIE* 25 & underlying FPAE >+ 7 04AR
/%A sodium bicarbonate °
C. % pH=7.15-23% %+ sodium bicarbonate - 3
‘v Vr 1 ml/kg & 3| pH=7.15 (Pplat ¥ #c € 423 30
cmH,0 ) °
(2) FHRFEFTANT EFPRgm LT FOR Ao E
fie & IR %
A?f % 52 B Vo~ RR ~ Pplat ~ SpO, 1 i£ 7| Pplat ~ pH /5
BPHR FAFSEER T F 154 8E AT
PG ~F FEDRELS L -
(Z )~ % #% P #: PaO, 55-80 mmHg > SpO, 88-95% -
let § At B (PEEP) X ZuM @A § AW 2 W ini BRI
PEEP=5 cmH,0 -
2423 7 & * ALI/ARDS Network Low V1 FiO,/PEEP Table -
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3.% PEEP=10 cmH,0 » § & & i p & » ¥ i& BiH 4 PEEP 2
cmH,0 » ® 3] Pa0, 55-80 mmHg > SpO, =889 > % PEEP
Bt 3 BT i IR PEEP A v A

4% HERIE AT EALR (PaOy & Sp0y)» F AL/ P

£ 35 30 A 4B SEPE E FIO, & PEEP > # 23 Afedex
O A hA

=)

BRI = 15 #p8BEATTR 5 £ L FEIRET

5. ALL/ARDS 4= 8 i 4 7 & 6 & % w52 v 4 fie s 458 3 52 R
4 EREIF R 40-50 cmHO > g HE T (1) #5112
% # i & & : CPAP 40cmH,0 - 40 #; > &% (2) B4 $741
B S B er § A DR oe 5 Hp4k % PEEP jbrj = X > PEEP
% .20 cmH,O » & 5-10 #yi& #rif i PEEP 2-5 cmH,0 -
MENE Foh P RIRTUFE - JFRevrRIFT RS
ERE A B S HEE S

6. FiO, 100% > PaO,< 60mmHg & SpO, =88% > % > 1 -] p&F >
BT EBRE ML F T g B AR L T (prone
position ) > — % i § ¥ » ;2% (inhalation nitric oxide ) > %
#g ¥ F 2 ®  (high frequency oscillation ) °

7. AL1/ARDS )P‘a A F i * APRV 2 BIPAP i § #-5% » v3F
B A o LdfRzetes B AL e FERIP R § e
FA R EREORF E A D F AR R
EF g2 ko

R ERE L F e FE ML F P R X K
T 7 P
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BAhiE - F2hEirt B 2si -
IR RERBAL A ARG F ARG RFH AT
TAPHME BE -
~ ALI/ ARDS v w3 BB % 33 2
F P ERE A ERp A TR BRI E T TRk 4 i
SN iwﬁfg& )l;a,sa» TR H R
(=) 7 % 3 ALI/ARDS A 12e8 2% % Bhig # o8 B eni o 55
S EEEE bl R BT fad Ay T IR e
(=) % @ *4pk PEEP i » # PaO,/ FiO, w4 & £ 3
4 P pF o PR R R OB AT o A FERR R R
(Z) AR FFRyred § AT R e E BT fER T 54236 48 ] P> &
o 4 AR R0
:‘ﬁ%lﬁﬁﬁhﬁﬂ’éTﬂﬁﬁ?@ﬁﬁaﬁﬁﬁ
(=) A R teehF Rk i § 0 &0 Tk B 2 dp ik v 4o X
B o
(=) BMHELAZLRARET > L4 TR -

%

(z) }Ffi AR S 4 > AR P A R TR o
(2 ) ERLFET 7T EF- L TR n :
1. PaO, =2 60mmHg -~ Fi02 =40-50%
2. PEEP =5-8 cmmH,O
3.V >5ml/kg f= 6 =t /4~ =RR=30 =%/4& -
4.5 » 483 5 £ (minute ventilation) =10 L/m

5.MIP <-20cmH20 -
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$AF HFAIR

( positive end-expiratory pressure, PEEP)

b - @~ e g R R ALI/ ARDS 2 323

TR eEiEAT 0 W F]F A G R Rz FEES ok g R 2
RAp T 1% o FIUh s f B AR LiF e ok o pEF EARRIRA GRS 0
o R R R MR DA -

ALI/ARDS %)% j¢ b Typel fw%e £ 3F » £ 5 564 & A0 b o 4c b 4
SEAR B AR R TR =T ek RURIGRERLY TEAs REILALE B X SER NS |
et G R4 0 FERWEMNG G RE ML ¥ o R Y PRI 0 IR
S AT AL EATIRE > B AT F S ERA v D F B R AR
e R RBKEn 4ot F BB ESE VILLehg 2 7o

BRI PESEF O B F AT D R(ANERRRS ) Ry
KPP FERA AN F IR EZTF AT R PEEP 7 ArF § AR RFofd
eiF g B > @® %2 w42 (alveolar recruitment ) i ki ¥ end 3B R A 0 7
ﬁ%%ﬂ?%‘%’%@Wﬁﬁﬁ’%ﬁ§€oU&UMmSﬂiﬁﬁéﬁ
Hobe o ek FRTEpPE 0 FIE 4 F A % (dependent lung)

e R B e KR A B B 5o Gattinond 1% S99ET Tk A B w
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2

» e

F 2o s e g R R IR R

- ~ FiO,/PEEP Tables

PEEP fodrirsk #dict & hfph - 23 £3% Y > g2 p
B F F %% o Suter % 4 P35 £ i PEEP i B4 i §
ﬁs?]ﬁ v 5P IR Vi 5-Tml/kg > ¥ ¥ 6% e 38 B ¥ % o PEEP ih
KREIBELE B TRP e PFROBARS A PEREF AN E D
F R e PRk 0 B0 ¥ A i E 4R F i 0 & PEEP F]w 4R e 4
o AR R AT £ TN TRA L AP @
PaO,/FiO,ratio e i* Kfg kW e FFak » £ d Wi Xk P & 3%

gk Fran ot dRee Lok P o

ALI/ARDS Netwok® T # 33 7 §v& (F75 ¢ 75 4%

» 800 i & o @ ¥ PVcurve Rl & ip A wfRA L EE S

t< % & PEEP/FiO,Tables (*t# - ) > # ¢ Low PEEP/FiO, table
B EGD Pk S A DR R o R RS 1 o A
ALVEOLI ¢ * ¢ High PEEP / FiO,table” B]%_% % Amato ® I #
it | @ PEEP %% %

ALI/ ARDS Netwok® #1 Low PEEP / FiO, Tables - FiO, 40%
-80 % [fl » PEEP % T & 8-14 cmH,0 » 2% i @ 4 * 5-15
cmH,0 i3 ¢ FAR#2T A 47#7 5 ¢ 800 g 4 o 3 IR 78%:¢h
i % & % PEEP=10 cmH,0 » &5 3% ¢ # * PEEP=15
cmH209 °

Ao I R R 4 - f A (static pressure-volume curve,
PV curve ) 35 41 @ & e0™ & 47 2L(low inflection point, LIP) Z_iz
PEEP (R %+ % > ¥ =2 &) 116 BT (197 pm 4 )0 A 474
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/4

. LIP T 3578 %) 10.8+4.7 cmH,0 » # @ 426 50%:5 + LIP=10
cmH,0°84%3 * LIP=15 cmH,0 % i+ £ ALI/ ARDS Netwok
"R B e Low PEEP/FiO, table #_# & % #ic 4 03 £ F] 5 ALI
/ ARDS Netwok " % (31 § Rvd ) 0045 s g B4 ([
Pplat<=30mmHg > 4r4% i&i§ % § & (Pa0,55-80mmHg)) %% %
% % PEEP 4r FiO, > % ¢ FiO, 50% » PEEP= 10 cmH,0 ; FiO,
=90% » PEEP= 14 cmH,0 » if * ¥ TRk % #ick & - Flpt A st
# ALI/ARDS 7 4 ¥ 4 ALI/ARDS Netwok 7 Low PEEP /
FiO, table £ F| 5 # /oo P & o

High PEEP/Low V1
Low V¥ i € & #f 2o ef%% 2 £ 35 im0 F]2t Amato 3t 2 47 FF
5% 52§ 9% T Open-lung Approach ;» #% & Low V1 & & & High PEEP
(LIPA2 cmH,0) ehig * 5 dopt 2 FF 3+ @8 > 4 #F 10w 4p 0%
ERRTAFFAERE TR F Lk E M Feaz Y

¢ 078, H¢ Amato fr Villar # * Openlung | iz » 8224

2/

= K graE frii Low Vi fe High PEEP B % %7 = &
#5880 7]t ALVEOLI '# 7+t #2 Low PEEP 4 High PEEP #f ALI
/ARDS 7 A 7= F 2 50 T304 a3k T 4 A 89 emH,0 e
14-15 cmH,0 » % % % 38 High PEEP 3 #& if chg & ~ % i fr
ME FERDRY > Lol X BR Y X Fd BApT PR AREE
579 i * PF4f 3 Low PEEP 2§ # iS5 = 5 {r2 High PEEP
A R EFLR BRI BB o
Mercat” % A 4F3t e Do il § ok FRT > Bk

PEEP 5-9 cmH,0 4= ALVEOLI T2k q High PEEP/ FiO,Table %+ 767
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L

* =

2. ALI/ARDS 7 4 8% = & % 3 JL:High PEEP & it §
Eefed B RO BR Y T A G AP e F o
TESrF NEEHRPFA T AT 28 X fo ¥ 60 % e -
Foae2 Bl AR o ivf4aih ALI/ARDS 5 4 e 3 25355
Mehigp 2 > High PEEP $228+ & 3 et e £ 37w 48 » 22 d §
Lo fe v §EREERWIE 51 L Hg s T Ak

FEDRPE S AL RS ERIELEHEFEDL

ﬂl—k

}F‘a&

&+ Pressure-volume curve =g *

Suter % % "I A B E R A IVURS 5 f SR

( pressure-volume curve, PV curve ) % iv » % 3 ALI/ ARDS )];3 Ty

!

=

E4

e 0 3 PVeurve B I S Alehsg it o i 4 BRSO

(T e L) B E R g R 4 A e 0TS )

gt RIS BREITEL R 2

- ~ T #4728 (low inflection point, LIP ) > few 5 3% B+ F A4z
g LIP P& > 3 e BAp 3w SEF RS e F AR AT R 4 > F
P F RHE e o LW w AR R s A BE o

= ~ #3782 (upper inflection point, UIP) » i}t BLE2 R 4 45 4 ¢
HoRFRAEZFF IR A S e RAFERDME I A
LIP 5] UIP » * 54 955 » MRt 5 4l 1 2 > (% 4% 56 w 4R c1%
Bod | UIP W2 ey e ks> FHRBF RS BFH 4o e
EERBRPAEAERTRERAL P @S A& 592 g o
= MHE 2 BA-FRHRY R T FEAEFHELRENE e EFF

FhTE R b B SUR T R e B SE R
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a?ﬁﬁ%ﬁéﬁ&ﬁ%fwz&UAMB%ﬁ%&&@%ﬁ@ﬁﬂ
TAF R FE A, T 4 (shear force)3 4v " 4F i o
Ranieri'' % 4 3 ) static PV curve e ™ #3785 fob¥ j& w4 87 9 % 4§ 2
R ehf % o Amato " i F K vg T 3 0 If S_BL% staticPV curve #- PEEP
* T LIP2emH,0 » # 7 # % > PEEP K T & LIP 11 F # W 4 W2 w4 >
BiAert § R0t 34 o PP 2 B CT 2 ik A A 7 2 LIP 221 4 #15
e w4 P pPpEPEEP Lt F B R B Fd S f SehLIP R 2
PEEP & 0" % 3§ % » F] 5 LIP &% je w4 e 45> UIP %% j2 w 4p en3t gL o
EEE G oL F B PVourve T R - PR BLE 40ad & e 3w AR IR
P BRI EEF TR > ML EATHR RS S B R A (closing
pressure ) > #7141 § § % & o) PEEP Jlssk R At BEr b o VUL e 3 15N o
Tk ¥ RIE o 4 static PV curve » o 4 % 2Bl 0 14 MeE
Pl 2 FlF o v Lop A TR REARE O R R o RIE N
— ~ & 7 (supersyringe) "

4 & re % ;% (multiple occlusion technique)*'® o

17,18
o

~ 17 7% (low flow technique)

R =

PP APIE D N ITAR *‘,SKEEJ@E;@— F e > ¥ LIP fr UIP & 3%

T A ﬁ E‘h}']'&’ﬁ‘ > ’f?/?']‘;%‘_i}i,?yﬁ:#fl Fﬁg 16 , ¢t PV curve éz L, Kﬁé 7 B#j\_ﬂ/jﬁﬁ

W VR bl AT T f3F S A RER TR 0 TR A A K R Y

% w &%z v 4R jiF (recruitment maneuvers, RM)

— ~ P e w AR

e ERBEE DB ERRRE Y et BER
7% 19 Fe L =, K » s 32 " . N e - R .
RGO MPF FRERFEIRE B FEER VS
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M= g o 2km PEEP 2% Rehd K22 9% e w4k -3t ALL/ ARDS
A BT R R TR WARMNA &R P it i 3 i e
ERATHE YL R AN Ine BERL S F FEA - BT R f
B4 G U R R 4 0 g R
(residual volume, RV ) 3 4c 3| 5%, % % 4% ( total lung capacity,
TLC)> % #chje 'y e JHpsk = & > T30 ed £ #p 2% 23§ § (O PEEP > #F
h e i F B o Wi w AL EE ¥ > ALI/ ARDS 4- 8 4213
RS & 2 Bis 0 38 feios 4 s od R is kR F 2R P o

BECFHL Rt BRI Ke B2 B ELHAFL Vo

I W ARG 2
(- ) #FF % o4 i ¢ B (sustained High pressure )
FREFOFET RIS FELY Rik—@ D
ig i+ B (continue positive airway pressure, CPAP ) 35-50
cmH,0 » # 5§ 20-40 § » 2% 4 57§ 3 iE A 144 4 PEEP
E 3] 30-40 cmH,O » #F et )18 > £ &% ' PEEP - & #
ERA ARG REF A R op A BERITA AE - R
TR A L FHFN (pressure support, PS) K T FE 5 F 0 B G

FAHRF AR

(=) BAfHIH £ 8§ AR
B4 Fed$c:% (pressure control ventilation, PCV) &
ERSE A W SN R
1. BB 4o et § K 1 & (PCV with PEEP method )
2303, =k % m g 4% & i & (peak inspiratory pressure,
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PIP) 4= PEEP > &]4-:PCV $i£5% » 3k _PEEP % UIP+3
cmH,0 > PIP #r3% 1 50 cmH,O 3% 2 4 48> 2 {8 PEEP &
7_20 cmH,O » PIP35 cmH,0 » #& (& & & jprvh i »

2. R A FrAlHesS & @b et § ok R (Step-wise
incremental PEEP ) 2222, = ;x % & 7 5585 R 4 (driving
pressure ) foik 3 4 PEEP o & 2 5%8 /R 4 5 15-20
cmH20°>** » #X {5 i% b7 4 PEEP » p* p¥ PIP » % #p %434
dv o EERER 4 L 20 cmH20 > | PIP 22 PEEP R £ Ak
# 20 cmH20 - )43k 2  PEEP 20 cmH20 - B PIP = 40
cmH20 > & # PEEP # % I 25 cmH20 » B PIP # 4c 5 45
cmH20 - P w0 5 % f %7 7 &7 PC'mode 3= ;% &2 CPAP
FHEFES N > PCmode 7 it inst i 4 F ff
21222334

Borges & * i * #. = ;& ¥ 4§ ji(maximum lung recruitment)
BRI g H LA 7 5B &4 15 cmH,O  PEEP 25
cmH,0 ° PIP 40cmH,0 > & F¢ £33 & PEEP+5 cmH,0 > s 5 #§ 2
A ERFT - MR ZAw R ALK T (kALY ) PEEP25
cmH O = f #F§ 2 2480 4 7i8{7 7 - FEE (54 PEEP/PIP :
25/40—30/45—25/40—35/50) > & F| PIP % 60cmH,0% o §2 %X 5%

—_

>~

SR AR PFALL EFE RN Y gmg

AT BT

[NES

FOE M R M § TR o B R R P

4%

|

AN

i3 9% 56 v 4 -

(=) iFw¥ e (Sighs
g
AT E 3N P F F A 6-8mlkg 0 F A said
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% 3 = 45 cmH, siEed ek Vo nf £ AFS § 5 B 4 PEEP
fov% WP F B Ak 2 (VI/PEEP : 8/106/1524/20 -
2/25)» 2 t5 %5 CPAP 30 cmH,0 ## 5 30 #; *° o

(=) v § #E42 PEEP % %3 2
Gattinoni ' §]* CT %P RM 2 {6¥8 § #) & 5 3% T
PEEP > % PEEP % %_{f & /% 4% w4 cr9% j2 > Pig it # 5e 46
£ RN B RM 718 PEEP Bk 2enhE & 4 o § £ 47
et § #p % PEEP % %_t LIP+2cmH,0° & LIP+4cmH,0" ;
e &

XA 1S & 16 cmH,0™% 5 A7 ot 5 #p42 * PEEP

3

”ﬁ
Y (decremental PEEP ) 9= 3% » §_ 3 B A7 3 &% e 500
oEHP B et R 1R (54020 cmH,07 &
25cmH,0%) & * 5-10 )% L PEEP 2-5 cmH,0 > F p 3=
e ¥ OE 4 fe SpO, (=909% ) & PaO, ( =60mmHg ) » ‘adF
e U ENE RT3 2 gH S

Oczenski®® # * T $. & PEEP | (best PEEP) = ;% » ‘&%
By L FEET R @fr'» i & % v <20% » Borges & 4
2% 5 % F #8 PaO,+PaCO, =400 mmHg % %_PEEP » i
#d CT # R4 Pa0,+PaCO, =400 mmHg (FiO, 100% ) » 3
fosfs e i <5% > TR F g RS/ A o RS R ak
w48 (fully recruit) > @ ® 1242 X 2 PEEP » & § et d
# 6] pF o gt PEEP X =™ N @& 5 T i § PEEP
(optimal PEEP ) -

= s e w4 TR 4L R R B
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Grasso % 4 *F 7 # R RM R 752 ~4 » Pa0, /FiO, it
Foeplo R ERY D AEFFRY T X i 4 (175% vs
20%) A BHin: RM il § 7 doefs 244 ALI/ARDS
AoEp o S D @A W R o 3 P R LR RM
wAR e i R E dvck o & ALL/ARDS B i ARAR B
iE RIS ALI/ARDS 7{:"’ ﬁP :é;;}( 14,21,22.23

RM &3 Fendisnd ec L § &0 et m = 524 B350 LiM°
g EPEE  FILRMAPEEP V3§ 6 X455 1 ) pF o
Grasso % * *°RM HITEFRBFRTRRS W ERH A PR
F‘ H PaOy/ FiO,» E &334 (=509 ) i 20 » 455 v I A %
fgé’Lapinsky27%§ERRM el o A BPRL § 0 TRt 4] PRI AE B
¥ 3] AL, RM & 5 * decremental PEEP > ¥ i ¥ & &R
¥ 4-6 ) pF o 22’23’26B0rges FAFTHILF g% R/R (Pplat) 4238
40 cmH,O (PEEP 3% %_25 cmH,0) > 4ziF 54%[,1‘5 AdEie iR >
#% (Pa0,+PaC0O,=400 mmHg) > iz > Et}l% AFEBRRTEE O
cmH,O > Bgom F5E e B4 5 B LR P > RM 2 % 2 T Optimal
PEEP | ¢h~ N3k % PEEP 5 § e i v ik 6 /) pF 2o
Meade % * *7ig 7 % 4] fpk RM EH8 385 0 #- 983 fp; 4 HEfh
el e Vi éml/kg Pplat=30 cmH,0 PEEP % Z_% P& Low

YA
FiO,/ PEEP table ; RM % : Vy 6ml/kg » Pplat=40 cmH,O > RM (40
cmH,0 > 40 %) » F10, 1.0) > PEEP & T_% PR high FiO,/ PEEP table o
RM = p # {7 4 =x 2 7| FiO, =40%°-RM 28 I % = % Pa0,/FiO,

PAE R B B R (Blhe- F O F IR 3
IR E PR ) 2 K § e o RM e Y A
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RM Zf]* et By A AN F RS 02 U hH 7 7 a0 R
2738 .y

’

T 5% 7% & @k - Richard %

Bk R

x Bpm s g i § A foR e PEEP ¢ R e B R BE T

s
\m N
3
-31.\;,
(a}

NP FAEE R EE e v WPER %5 % (hPEEP £
@ I e B B PB R o Grasso & 4 4 FARRRE A FRA
PEEP (LIP+3-4 cmH,0) @ E_14 #4385 e je 3556 > 78 & RM i
TR FRAFIEERFEORFLITLRAAL G0 H L
7% o ALI / ARDS Network® * High PEEP/FiO, & # ¢ * RM># 3
FIRM 2 18 SpO, ** 1 FHFH 2 8R4 R - &X RM 7
Aeig BB~ W IRE R f L B M A RM ﬁm;,;a SR
RM #+3+ SpO, ~ FiO,/ PEEP & # § 1+ 132 » ¥ it _%]% 1 PEEP
w AR VB g 4 B Y B AL PEEP 0 gt ' M RM G o
B3P RMAE#FAT % 708 0 5 4 B39
B 2P0 i e N B E RS R BT E
T LERGFEOEH P DR R L mE - B R (983
)P X AR IRR T BT e R X g
PR ] B AU RM T 5
ﬁ&@@&ig’@@ﬁﬁ%—ﬁ%@oﬁ&ﬁﬁ%*%ﬂﬁi%
RDS # e 4 L3001 3 > e JpoR B ~ BRI F
i AR RmPE e v RATIRS [ R RS e 1B R PR
Nl B RTE L ELF S o

Talmor D¥ % A 2 S HBIRAFA T > AL G R4 Tpla

&
M
ik
E-)
PSid
st
=H{
(\s
R
43
=1

T
Lid
>
-
>
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R4 2 5Tk 4 B b PEEP 2 % 24 ® PaO2/Fi02 % #3814
REZ AP BT FRS e E R { LG

L E
CEFRERTRAE AR AR fbR Ty o

2
SA
=
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¥ % FERA4EREF (Airway
Pressure Release Ventilation, APRV)

$- &« APRV s 2%

e e % 38 i3 ¥ (acute respiratory distress syndrome, ALI / ARDS)
o b LRI F e B ARA RS R TR AR (T H 4 o 2o
F LTRSS B g 2 W4 B (ventilator-induced lung injury,
VILI) - 5 3 &+ $#3%id # (airway pressure release ventilation, APRV) i
Vo d B B ER &2 M end FEF Y F i &R (continuous positive airway
pressure, CPAP) » 5 4 .8 CPAP (P high) EFEFp A 2 Bl
g g B4 T X CPAP (P ) ° ¥ & CPAP pFRF £ 2+ CPAP 5 FF >
Bi4e f M2 o ),% wed g iov fH Y paes s § - fapdlid §
PAMBEEMl f S c AFRORFHFRT &L GIFIRR - H 4
Mg ~td & WAL IERPFHRTE S DT o S et A i
CE IR LT L SN NE S e A

BREFHFAL p IeF Gd RIRICHTE LR F 57 N
B laE AR R o APRV £ B f L w8 al 7 B bos A W30 § K § R el §
PIRFEMAEFERATIOR O BRE FEAL A G
WACHFIE @ L ve AP F R AL 1L EGEH I KT o R T 0 APRV Bk
AEEF RH R AR F R A B H 6§ 5 o TAPRV ¥
PSP § BB L AR BT A S L

SEA A NS B F R A A R A R R 2 e Bl e g R0
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% - & - APRV % %

APRV X w2z B 4 2 E F BIA5(P/V curve) (T 5 Prigh & Proy B3R T

W

< » 12 upper inflection point i Py 3 T_E 0 FE F# 2 7 IRE B 45 5k
(overdistension) ; @ 12 low inflection point 4p FF B fL % Py 3K T_E > FF [# =
BiE g % 2R F)iE B B 3 (recruitment /derecruitment) § % e £ sz i 4
i n ¥ APRV 33 £ » 12223715 $## 2 F # /72 % T-PEFR(peak expiratory flow
rate termination) > 50% and < 75%'% » 11 3G seent §F R EF A o BT
JI# 5 e Prygn & o PR 40 Prign 20 Thign K38 T30F F B e dri g & Vo

gziiﬁ% Wi #i o ERTHERE FFEE T-PEFR 50 - 75% > %
T-PEFR = 75% @ ¥ & F 2,87 "< dfe [l > 3 g &b v Ty E 3
T-PEFR i 3] 50% > % T-PEFR = 50% B|j# > Tiw E 3] T-PEFR £ 3 50% >

VIS EALT I A

v =7

5 be APy, KB SeF A bk § £oFI P W 50 APRV A7 F %
§ ATRAOTE 51 30 ALI/ARDS f5 4 i@ * APRV ' 7= > & ki
7R RPN TR T REN o

o ReF e B g R RO RRE § A FRA A PR e p LS
BoehiE A2 c APRVE T 7 F B § SR 0E - §05  p A3 ™ o 4p ¥
el d o WA BERRERT L ROEFEIEL DR T o gl
p%@ﬁ,?ﬁﬁéuiﬁﬁﬁgﬁs%@%pﬁﬁ\?@gﬁjﬁgﬁ
F £2i# 7n 7 ¥ pe(ventilation-perfusion matching) % - APRV £ p¥ [ ek 5 £ 3
BT L GIEIER R A F Y FLFINERFRTES DG T B
freped AL T p A pE R AR BRE M BRI R L o

Tk K TR 0 K TRE 7 Phigh fr Plow » B Se# ap W ARE S BNt £
Thigh * $F& Tiow> ® 1T E 3~ o« FRecFd §# 0 > RTREFTAF Phign>

L Py 0 R F B I T HFE Thigh e & Tiew > @ 1T E X5 > 3
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sA >
= X

N %,ﬁ‘pi»p;g B E IEE 2 3;;&’%‘%3&&»5'] L

Series (ref. NO.) Article title Fvidence
level

Artigas A et al. The American-European Consensus 2+
1998 (4) Conference on ALI/ ARDS, Part 2.

Ventilatory, pharmacologic, support therapy,

study design strategies and issues related to

recovery and remodeling.
Gattinoni L etal.  Acute respiratory distress syndrome caused 2++
1998 (7) by pulmonary and extrapulmonary disease:

different syndromes
Kallet RH. etal. Do the NIH ALI/ ARDS Clinical trials 2+
2007 (10) network

PEEP/FIO2 tables provide the best

evidence-based guide to balancing PEEP and

FIO2 settings in Adults?
Atabai K et al. The pulmonary physician in critical care .5: 2-
2002 (11) Acute lung injury and the acute respiratory

distress syndrome: definitions and

epidemiology
Ware LB. et al. The acute respiratory distress syndrome. 2+
2000 (5)
Gattinoni L et al.  Effect of prone positioning on the survival of 1++
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%32 Murray JF &% § 3 324 % (ARRD; 1988:138:720)

LD S S PEEP S
1 0 <5 c¢mH,0 0
1/4 »% 25 4 HF i 1 6-8 cmH,O 1
2/4 3% 5 R R 2 9-11 cmH,0O 2
3/4 535 R B 3 12-14 cmH,0 3
4/4 3% 15 G ORI 4 > 15 cmH,0 4
M § AR i He ¥ 2_ g S
PaO,/Fi0, > 300 0 > 80 ml / cmH,O 0
Pa0O,/Fi0, > 225-299 1 60-79 ml / cmH,0 1
Pa0,/FiO, >175-224 2 40-59 ml / cmH,0 2
Pa0O,/F10, 2100-174 3 20-39 ml / cmH,0 3
Pa0,/Fi0, <100 4 <19 ml / cmH,O 4

Bois @ a5 L A e Ti9E

BT 0~
ERE Y R G 0.1-2.5 4
ERWG D >2.5 A&
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® 3.1 ARDS 42
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Ao RN R L R 2 2 1§ B A o (11 &L Katzenstein

AA, Askin FB. Surgical pathology of non-neoplastic lung disease. Sunders,

Philudelphia, 1982 )
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¥r & % § Rk (protective lung strategy)

%41 EHEWHG (ALD) /s % Bp iz 3 (ALI/ARDS) 2% iihef s B2 50 v -SE I H R Tk 2~ 1 (low tidal volume/limit plateau pressure )

Amato,1998 (2)

Brochard, 1998 (4)

Stewart,1998 (6)

Brower,1999 (5)

ALI/ARDS
network,2000 (3)

Villar,2006 (7)

(n=53) (n=116) (n=120) (n=52) (n=861) (n=103)
= Fi“ﬁ (FL/R)
ALI/ALI/ ARDS #_s& LISS LISS PaO2/Fi02 < NAECC NAECC Pa02/Fi02 <200mmHg

250mmHg
2 33vs36 57vs56 59vs58 47vs50 51vs52 41vs52
APACHE I1 28vs27 18vs17 22vs21 90vs85 81vs84 (APACHE III)  18vsl8
(APACHE 111)

Pa0,/FiO, 112 vs134 144 vs155 123 vs145 129 vs150 138 vs134 139 vs 124
Ao (5 IE)
BERR :
Pplatau (¢cm H,O ) <20 vs & T4 (25-30) vs (<60) <30 vs <45-55 <30 vs <50
PIP (cm H,O) <40 vs & "4 <30 vs<50 <35-40 vs & "4
Vt (mL/kg) ‘<6 vs °(6-10) vs 8 vs (10-15) of IBW 8 vs (10-12) of IBW 6 vs 12 of IBW 95-8 vs9-11

12 » normocapnia (10-15) normocapnia
PEEP (c¢cm H,0) 2 above LIP vs titrated to best ~ PaO2/Fi02 > 200 Spa02 89-93% Spa02 86-94% Spa02 88-95% 2 above LIP, 15¢cmH,0 vs

F %P § : Dayl7
range
Pplatau (c¢cm H,O)

PEEP (cm H,0)
Vt (mL or mL/kg)
PaCO, (cm H,O)

ikB5
A
(P value)

#ix

PaO2/FiO2

23.9-31.8 vs 34.4-37.8

13.2-16.4 vs6.9-9.3
387 vs 738 mL *
50.8-58.2 vs 33.2-35.7

13/29 vs 17/247

(.001)
Bicarbonate if PH <7.20.
PV curve to set Vt and PEEP

NNT=4

24.5-25.7vs 30.5-31.7

9.6-10.7 vs 8.5-10.8
7 vs 10 mL/kg*
58.2-60 vs 41.3-41.7

27/58 vs 22/58§

(.38)
Use of nitric oxide allowed
Bicarbonate if PH <7.05.

20-22.3 vs26.8- 28.6

8.6-9.6 vs 7.2-8.4
7 vs 11 mL/kg*
28-116(54) vs
29-72(46)

30/60 vs 28/60F
(.72)

Bicarbonate if PH <

7.00, or increased

ventilation if

refractory acidosis

25 vs 31

10vs 9
7 vs 10 mL/kg*
50 vs 40

13/26 vs 12/26F
(.38)

Bicarbonate if PH <7.30

25-26 vs 33-37

8.1-9.4 vs 8.6-9.1
6.2 vs 11.8 mL/kg*
40-44 5 35-40

133/432 vs 170/429%
(.007)

Increased ventilation if

PH <7.15

NNT=12

=5 e¢mH,O0 titrated to
Sat0,90%,P0,70-100,
PaC0,35-50 mmHg

25.7-30.6 vs 32.4-32.6

8.2-14.1 vs 8.3-9.0
7.3 vs10.2 mL/kg*

41.7-42.9 vs
46.0-47.8

17/50 vs 25/45%

(.04)
PV curve to set PEEP

NNT=5

LISS=Lung Injury Severity Score; NAECC=North American European Consensus Conference; IBW=ideal body weight; PIP=peak inspiratory pressure; Vt=tidal
volume; NNT/NNH=number needed to treat/number needed to harm; PEEP=positive end expiratory pressure; LIP=Lower inflection Point; PV=Pressure Volume;

PV C=Pressure controlled Ventilation.

a:measured body weight

b:dry body weight

mortality; § Mortality before hospital discharge or at day 180; §Mortality at day 6 °

c:ideal body weight

d:predicted body weight.*P<0.01

tIn-hospital
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% 5.
FiO, (%) 30 40 50 60 70 80 90 100
PEEP(cmH20) | 5 5-8 8-10 |10 10-14 | 14 14-18 | 18-24
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W 5.1

FE:n ALI/ARDS

\ 4

VCor PC (1)
Vr 6-8 ml/kg
Pplat = 30cmH,0

ALI/ARDS "% 3838 § K vk | »tox Bk (T 48

E" ,I.'}

LM (3

(¥ % -80cm) x 0.7
-70 cm) x 0.6

Pplat | & 3% %o § #7% 0.5 ) >
= g\ 2

4 -] pF & e % FiO,/ PEEP % Z_
FiO,/ PEEP % #_% B E TR R o
FiO, 0.3 0.4 0.5 0.6
Pa0O2 5 5-8 8-10 10

Hemodynamic Stable
( SBP =90) or BP decrease= 20mmHg

A 4

|

PEEP # v —% v % FiO;
(55=Pa0,=80 cmH,0,Sp0O, =90
%)

Fluid challenge or Intropic agent
usSe

Pa0, / Fi0,=<300 (PEEP10) (2)

=
R
—t\‘\

PrgiE i (3)

18 R 3 T5 A

NN ;ﬁf}l%

ngBW;IFL],; (;F’Bg \_ﬂ';x;g:ef;>
B FLFE 5 1 5

g e x k5 &gt bullae

AR B =20 cmH,0
wRd 4 BT

N R W -y

FERF i

LIP

ZkiR 2 Static
Pressure-volume loop 45 ¢

= UIP

a

if ¥ sedation (Ramsay 6 4")

% paralyze

l

A 4

RMII
RM1I 20cmH,0 PEEP
CPAP 40cmH,0O with incremental PIP

RM III
/AP 15cmH,0 with
incremental PEEP
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¥ F F AR

% 6.1 ALI/ARDS Network Low PEEP/ FiO, Table

FiO, (%)

30

40

50

60

70

80

90

100

PEEP(cmH,0)

5

5-8

8-10

10

10-14

14

14-18

18-24

ALI/ARDS Network High PEEP/ FiO, Table

FiO, (%)

30

40

50

50-80

80

90

100

PEEP(cmH,0)

5-14

14-16

16-18

20

22

22

22-24
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6.1 (1) RM:CPAP 40 cmH20

CPAP 40 cmH20 - 40sec » & % 3 =&

MIT Ak R RN 7,1 4 Bk R 4R
1. SBP<90mmHg, , SPO2 <85%

2. HR>20%z <60 ='/%

3. WAawFEr o Aw PR ALK L

l Optimal PEEP

1. VCor PCV VT6-8 ml/kg, RR 10-12 pH>7.25

2. FiO,# 15-20 ~ 4£%% 5-20% > = RM #{ 7 % 3K & SpO, 90-94%

3. PEEP20 cmH,O > & 5 ~ 4823 % 2 cmH,0 > 33 "% & Sp02=90% > R34 +c
2 cmH>0

4. PEEP 20 cmH,O » # 5 & 42 ' 2 cmH,0 » # ¥ & compliance T "% > P
}i 4 2 cmH,0

5. TR - | FHBFRa R o 370G F

RMA®R %%

% RM £ 2k early stage ARDS 34 7 ( <72 hrs)

% & p#iT34=x (6-8/] /=) 23| Fi0,=04

% % & ;% :iF 7] Pa0,+PaCO,>400mmHg 2 PaO,/Fi0,>20% & Fi02 100%
PaO2 > 60 mmHg > ¥ i ## Prone position ~ HFOV & H s ;55

sk Paralyze /}% AV gy NBLE PFER g B A 5—;— s B FEgA e w4 oo H 3
ARDS 8L4p 4c b i€ * g EER T Ay IS %
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® 6.2 (1) RM: 20cmH,0 PEEP with incremental PIP

1. PCV mode, VT 6-8 ml/kg, RR12-15 =x /4, 1/E 1:1, Fi02 100%, PEEP

20 cmH,0
2. PEEP 20cmH2O,PIP % j#3 4 PIP 2 50cmH20,2min ¢ UIP+3

MIT Ak R R 7,1 4 Bk R 4R
1 SBP<90mmHg, , SPO2 <88%

2 HR> 20% & <60 =x'/%4 Arrhythmia
3P IRELR T

Optimal PEEP

A 4

1. VCor PCV VT6-8 ml/kg, RR 12-15> 1/E 1:2

2. FiO,# 15-20 » 4£%% 5-20% > = RM 7w % Z_&% SpO, 90-94%

3. PEEP20 cmH,0 > # 5 &~ 4834 "% 2 cmH,O0 > # "% 2 Sp02=90% > 3 *r 2
cmH,0

4. PEEP 20 cmH,0 > # 5 ~ 45 "% 2 cmH,0,3% " 3 compliance & "% » 3 4¢
2 cmH,0O

5. KT TIZR 20441 - [P REBHR R0 T0% 5
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® 6.3(1Il) RM: AP 15cmH,0 with incremental PEEP

Basic Setting :
Driving Pressure 15 cmH,0 , VT 6-8 ml/kg, RR12-15 =x/4,1/E 1:1

FiN) 1NN0L PEED 18 ~mH.N

Step 2 3 4 5 6 7 8 9
AP 15 15 15 15 15 15 15 15
PIP 35 30 40 30 45 30 50 35
PEEP | 20 15 25 15 30 15 35 20
Time 4 2 2 2 2 2 2 end

MIT RN R T, 4 R R 4R
1 SBP <90mmHg, , SPO2 < 88%

2HR> 20% & <60 =x'/4 Arrhythmia
3 g B w P R R 2R E

\ 4

PCV mode , PIP 35¢cmH,0, RR12-15 =/~ ,1/E 1:2

Fi02 100%, PEEP 20 cmH,O Driving Pressure 15 cmH,O

X5 A dmis B 3 AT

% if 3] PaO,+PaCO, >400mmHg (i~ & <5%% @3 15) & A 5|7
#-PIP 4 % I 55-60 cmH,0 Driving Pressure 15 cmH,0’ /L & # %9 ¥
bR 2

Optimal PEEP

\

1. FiO2 # 15-20 4~ 457 "% 5-20% > v RM # 7% % T2 Sp02 90-94%

2. PEEP 20 cmH20 » # 5 4 453 *# 2 cmH20 » # "% 3 SpO2 =90%, F| 3 4 2
cmH20

3. PEEP20 cmH,O » # 5 & 453 *% 2 cmH,0,3* " I compliance ™ "% > 3 4¢
2 cmH>0

4 WIAERMBER20 M40 — | PFR PR R 0 P F AL

76




# 6.2

A4 E (ALD) /e % g i3 (ALI/ARDS) 2 % 2 v 45 j#(RM) -“E 18 ¥ B 52k 7~ 7

Oczensk 2004 (30)

ALI / ARDS Network 2003 (28)

Meade2008 (37)

Lim 2003 (36)

R

Patient no.

age

Days of ALI / ARDS
LISS / PaO,/FiO,
Baseline Mode

VT

Baseline PEEP

Baseline Pplat

Recruitment

Complication

RM response

it
!
El

Randomized control
30

66

<3days

Pa0,/FiO, <200
PC

6 ml/kg

8-20 cmH,O

<35 c¢cmH,0O

Sustained Pplat pressure 50
c¢cmH20,30s

no

Pa0,/FiO,, Qs/Qt RM 3 4 4 {4 &
Fietoe 30 A4l v PR R

ok b F] % # k2. ALI/ARDS
¥ ¥ ¢ ¢ * #g PEEP:RM i
miER L F - HH A

Randomized crossover

96
53+17

VvC
6 mlkg

High FiO,/PEEP table
(5-24 PEEP)

<35 cmH,O
RM CPAP 35-40 cmH,0,30s

HR ~ SPO, ™ *%

RM £ Sham RM 4p +* SPO, % 60
ABTHEFAL HRETRL
£ (410 4 48) » FiO,/PEEP-step
w2 AR 240 A 4 > Sham
RM % 8 i 1 25 ¥ & * RM » ¢+
BLE k2R

RM & 2 fiqrf »clbiv § 5
S

Randomized control
983

56+16.5

< 28 days
PaO,/FiO, <250
VC

4-8 ml/kg

Ctrl: low FiO,/PEEP table
RM: high FiO,/PEEP table

<30 cmH,O

CPAP 40 mH,0,40s » 4 times /
daily until FiO2 0.4

BP i ~ SPO, ™ ~ w3 i i
& ~ Barotrauma

PaO,/FiO,,RM & ¥ & *t 324 &,
B M § - Ay
oA (iINO,HFOV) RM & ¥ <3¢
Al GRS s el s

FH WA F A

)

v -

ER
$"Open-lung” § % 7 12 i % 14
i F R i enie

e

Randomized control
47

61

<7days

LISS<3.2

V/C

<8 ml/kg

10 cmH,O

<40 cmH,0O

(1) ARM +PEEPI5

(2) ARM (PEEP 10)

(3) PEEP 15
(ARM:extened sign 7min)

No

ARM +PEEP & PaO, ## § # # ‘&
1 § &amek ALL/
ARDS ++ >ALI/ARDS s,

ARM 2 {4 i 245 PEEP 2% %1
B it § ek o § %ceh ARM
¥ 1S Prone L E

LISS:lung injury score, ARM: alveolar recruitment maneuver
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Bod FERY e f

B 7.1 APRV L § 8 & 2inde

B Z_P/V curve
upper inflection point X Z_Phigh
low inflection point X Z_Plow

l

i T-PEFR(peak expiratory flow rate termination) > 50% and
<75%

E 3 Thign 4- 645 Tiow B UL 5 5 £ 2.0.2-0.8 ) » 2
AR R/ BK L 0.8-1.5F)

A 4 A 4

WA T it B || e E A F et R R
ER 1. T-PEFR 4 ** 50 - 75%
. T-PEFR > 50% and < 75% 2. T-PEFR > 75% » 3 #¢ Tioy 2 3|

1

2. ° TiwT-PEFR < 50% T-PEFR & 3] 50%

3. 3 4c Prign 3. 3 4c Phign

4. & B:“’:i% A Phighlf'ia Thigh 4. Egi‘a 4 Phighl;;i’ Thigh

5. 8% Thigh fr e B3 4r Prigy

A 4 A 4

APRV 5 314 2%

1. Fi0,<0.5

2. &= 2-3 cm HyO & #7% 4 Ppign~Piow> AP 3 I 8 ~ 12 cm H,0

3. AMIIEfeed s ag o i Lo R enf £ 2 PaCO, %1t

4. F R A L eEFRAE R o2 B B CPAP & PSV i
F W38 @ Phign < 16 cm H,0

5. Thigh 212 -15 %5 (APRV =90 % CPAP)







