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COPD PN E D I E B

Bl A D - AR BE— 29 - TR et Y

F—7—F : COPD BMEiE, #sMiiAsaf, MR, NPPV, REEHA TR

= =

IEMERAZEMMIERE (chronic obstructive pulmonary disease : COPD) SMIEECId. [REERO LRI 2285
BE MR ADEDOE/L & FFIREFES TR 02 MIE &S CO2 MEHN AL 5, MIREEOBINIE. OEBEMEDILE, @
IPIRTE 2 DRE EMFREFES DIE. Thd, E-o (MREIRIMIRRECMBRTBEEN P LEL D, BREEL
Spoz 88 ~ 2% % BiZ& Lz [FHETEESREE] 217V, & CO MIEDREMAER/IRE LABRIEE 21T, @GR
BEAEAVTOHATHREE B L /23 ETT B & X3, HBNRTREEE1TI. COPD 2MEEICH L TE “NPPV”
PE1RIREL D, NPPV IREREEEEL, FEUERERT I, ARBBEZEHT 5. NPPV O HEICIEX 2y 7
DOEDYREHEDTIREEDTTHFH#EL D, NPPV THEL AW IE NPPV B3 DEF. £/-MH108ELH
AR BEEEFIEN G ETHRERE LREHATIEREE (invasive mechanical ventilation) %79 %, 1REE
BN THERR S OBERL T i3 NPPV 2 VLT REIRE 2175 EXTRXT[EVIFERIET L. ATWRREEAEMRET 2,

o JULMZEDMEIC X 2Bz R (dynamic hyper-

I.3 U &I

COPD EMEBE TIE, S SRR O AL L v
S TEYIPRENTIN R BRI & Al B 2 7z
IFREBISHE CTH 5o BHIIIFIC, JHREA TR
4. (non-invasive positive pressure ventilation : NPPV)
HHLLTH ). NPPVIZHA L 72MERRIS B W TE—fi%
WCAERE LR N TR (invasive mechanical
ventilation) IZEZEFIPHVEEND 2, KFFT
BT 7y 22T 200, EBROMRFIZIIOW
T T %o

I. WIREEOREKRE & HEHEF 0

* COPD BB BT 5 A AZSHbd 1, UM
AR Ml RIS & o> TEL %,

1) AFARBEERER -« 7 LIV F—HNE
2) ST BRI Bk SR
3) FHER R R E e v —
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inflation) 3 X "W PEEP 2 & U IR AL Fi 5 73 1
KU RT3 U 2GR, B 0T
T &9 CO2 MAE EWRIET ¥ K=Y ADEL b6

1. COPD IZ& (T 2 KB FRIMEE

COPD TIZHFIRDAEITIRE W, HR5/ MRA I 23
ALY 5. SHIFEMEILZ I OMEZELAE T, JE
PE AR T 52 812X 5 Y,

ZHEMD COPD IZBW TR EA LT I LIC X
D S DN 2 > TWhb. LA L COPD &t
BT, BRI & 2 SGE RN O 17 <2 43 D B8N
LB D spasm R LI L ) KGEIBTAHEM L, R /
MFAIG M OB BALE KT, FAMIHAL T
WP ASIEST Ly Bl sim 2 BN S & % Z & SR &
%Y COz MIEERAPELTL % (#2ik). O COz i
el Paco: (Millas CO2 430E) @ LA%EH7261L., Paoe
(Wil O 4E) % P ERF L %E S HICBA(L S ¢ %,
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B COPD exacerbation
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Fig. 1 Mechanical effects of COPD exacerbation
At exacerbation of COPD, worsening expiratory flow limitation results in dynamic hyperinflation with increased end expiratory lung

volume (EELV) and residual volume (RV). Corresponding reductions occur in inspiratory capacity (IC) and inspiratory reserve

volume (IRV). Total lung capacity (TLC) is unchanged. As a result, tidal breathing becomes shifted rightward on the pressure-

volume curve, closer to TLC. Mechanically, increased pressures must be generated to maintain tidal volume (VT). At EELV on COPD

exacerbation, intrapulmonary pressures do not return to zero, representing the development of intrinsic positive end expiratory pressure

(PEEPi) which imposes increased inspiratory threshold loading (ITL) on the inspiratory muscles (inset).

2. WREHEF & & CO: MIE - M7 K—2 X
SUVERER O HZEIR, MioBEEE% 5] X
29 M IRIRE T oMK IIW AT~ O AR E |
IND FIFRAREOHKE 725, FRFICIFA
HARTOMDHERENERAEM T TR E T, BONRE
PEEP 253549 %, VR PEEP OfFAE FCld, &
DI % L0l 2 M O EIC & ) R 21T b & iud
%54 50T, RAFRIZ—E¥KRT 5 (Fig.1)o

CO X ITHR L 722 AL G50 X B IPIHIE 57 &
Jili D R IRIRRE T A R BEAT R R\ T OREHR
A U728 CO2 IAE & FFIRE 7 3 B — 2 A1k, Mo
pH % TP ORI 2T E8 5 &) B SR % 4
{DTH2 3,

I. R % & &

o BRFBEG SRR 2 B 13 5 720 3R A 1247 )
A WD EPHREEMASEDL D,

s FHETRFEFCEIC L D TE 20 X 0 & CO: MLE Z Bh Ik
¥ %, HHEESpoz 1388 ~92% 7,

1. BRY - Bt
B FHe 5%, AR R M & 2% T 2 AR AR 35 % B

1E$ 57201475, BRFIKGIZED Paoe & Saoz 5%
FSL MPRREEEAEIR S o JHH APEIPIRAN AT
Paoz<60mmHg F 7213 Sa0:<90% % JLitE & U T %k
Ha2BIE3T 52329, COPD IZBWTideE CO: e L 7
BBt E (CO2 F NV a—T R) 720, Spoe<88%
PEHERGRIROIEE L THIIINRVEEZLNL LT,

2. BFRE5ICL35 CO MEDERE

BFPe G512 & %8 CO MAEDJEIILLTF O L HI12#
ZHNTWn5 7,

a) B%/ MRTHEDEL

PR DT L7230 Tld, il Oz S HEDIKTFIZ &
AR VR A 254 Uy IEYIR 5% 25K L <
K/ MEAEZRIELTWwb, LA LBBERAIC X
DTS Oz SRS L3 2 & ZofUE1ddebi, iR
/MAEAEEEL LAEALT AL SN b,

b) R N7 1 7O

B COz MAEDH 5 BB T, AT M 71k E
WAREERMRIC X D fThbCTwb, ZD720mER
AL VIR NI A4 THHll s b,

c) ZOfth

MICHEER AL DATZ O Y LA TE S CO2
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= CO2MENDY R INHBZEETTH?
TR RBEENPPEFEND COPD (FICHRALDEREN 52 ». REBRIFEEER T TV358)

v

Yes
B#Z Spo2 88~92%

v

\ 4

28% or 24% D Oz # 5 Fth
7% 7 X R 10

(& L Spoz>92%7% 5 Fioz &K &)

pH<L7.35*» D
Pacoz2 >45mmHg
(BB S R—3 X
or MEREIE )

v

\ 4

pH=7.35 »D
Pacoz >45mmHg
(& CO2 MfE)

Paco2=45mmHg **
(IE% »E&fE)

!

!

HEREIHIL

NeF2)—%RIT
Spoz 88~92% E#HF T 3

NPPV or IPPV E& RLEVBIRE RS
¢ ¢ Y
LHREDENE or NPPV 30~60 7 CI& A A B B1% Spoz 94~98%

or ICU AE 25D

NoFal)—<XJT
Spoz 88~92% % #F T &
I RIEEEDER RS

H LTS F—> X (pH<7.35 »*D Pacoz2 >45mmHg)
Ko ERKEDYIL ko NPPV OrICU 2EE
H L Pac2=60mmHg % 5 Fioz B8 % &

30~60 LIRS
Mg H R % Bk

Fioo #8 LASEIC1ThLURICMBEH X EBRINETH S,
* % | pH<7.35 T Paco: FIEMPMEML 5. KBTS K— 2 £BAABT 5. Spoz 94~98% - 5.
** PJRETIC NPPV 2 IPPV % %} 7= B& I3 & D Pacoz IEE TH Spoz 88~92% % BIZE TN &,

Fig.2 Oxygen therapy for exacerbations of COPD (k7 X 0 51H)

254> L, Pacoz 25 E 79 % Haldane 5%, W
ML s L EKREEZONS,

3. BEH/REDHE

HA® [COPD %4 K54 | [BBERETA FI4
v ] TIZBERE Spoz & 0% LA L (HBHVE88%LLLE) &
L7 ERG 2R L T 5 28, —J5, S MHke s
4% (BTS) #2008 4EICH8% L7 HEMEA A F T4
YT BEEELGCX S COz MAE & M7 >
K=Y ZADEHRIERZ R L2V OD0HE Y 2 L 12,
COPD B ZxF3 % HAZ Spoz % 88 ~92% & L7z 7,
ZO% T VARAE Y VCOFEREFERDE (HEE Spoz 88
~92%. BHh=27) LEKEEE (Y227 8~ 10L)
I L7259 v ¥ 2LHEGER (RCT) C. iREiER#E
WERRICB O TIPS X B8, IRET & F—
YA, BRI AMIED ) A7 HBE T35 & i
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SN0 ®&HO GOLD COPD ZH—=NVA MTF T
—IZBWTHHEESpoz 1388 ~92% & ShTwa Y,
PERT R 2 ARMRRMAE 2 BUE L Tl R 6w La?
B ST & 78 RFEHR G- Ofe ik b ik LT,
RFERELAT I LEPDH L EER DN D,

4. BEEREDER"

HEE Spoz & 88 ~ 92% & L TIUREED b FH G %
G %o BURRIIZIZ A KD Filo: Z HLETE 5~
Fa) =< X7 &, Fioz: 24%d %\ 13 28% THl4h
T ho 7272, NUF2) =AY P 3R R B
MaZ e, BZOREUOMELH YA =2F12
X BEEHRBG P ITbNDE I %4\, B =2 T13K
AZD Fio: 2 BET 52 LB TE W2, FERE
PO THEZRRERTT 21T % e b H 5. BISO
A KT A BT B MMRFERY 2R (Fig.2).



COPD 2 A TIZEE LI E MAFEL D > THH
FEECOMBEHGTUETLIENEL, FHREOR
FEVELTHHAIE R ER, Sk E060
LERT D W FERREILE YA 3 5 L PR
THYAZRELICERED ) F—N—fF &< A7 2l
T 205 ZOBE RS HMBIREANDORBRITEZ R T %,

Bl HART S HHRE & 7 - 720N - st & &t
BRA =251 ®K60L/ 50 TORRREREZ 21
~100%® Froe THE LTG5 LNTE, HEH~
A7 X0 PSS <. PEEP AR WIfFCE 5 2
EDD. SBRERETNA AR EBbh s 412,

V. #fEEhEEE e

o FPIRYE T & K — ¥ A58 & N5 54 I3 Al B %
EEEET 5,

o WSMBIHRE O HIgIE, IR0 AL SR & 9 U C I
P WET DI L,

o NPPV %% 1 i##,

* %@ PEEP |2 X V) auto PEEP % %3 %,

o FHERIR NPPV CUaE L 72 W] TR ER N A LI
WA AT o

1. BRFEBNEEADERL - [FIE

COPD D@ VERE I UC 45 7 SR Wt i o R 2 %
ExRAT>TV2IED b ST, MIIREL W L 2w
BB oI & 7 Do FARIIZ LR
FRY: % 475 T Pacoz >45mmHg, pH<7.35 D IFIR
PET ¥ B =3 AHHEATS B By A WP R 45 K OV
AHERE S B A IR SR AT ) LY. E MR
7250 PEEP 1, SGBEHILE TP CHKRYE PEEP %411
L. WA M) —%ESESL (I 45— PEEP),
A BRI NPPV &R BRI N T AD % 25,
NPPV 35 E AP SR LHE S LMY
T YADD D T2 LB LA T UL E T NPPV
EETHRETH 5,

V. NPPV
+ COPD SWEHIEICX§ 2 NPPV I, AETHRE 2

mE L R A2 LT LN T 2% b0,

1. IEFX
NPPV & COPD 20 B2 683~ 5 $ 4 o M A 2 0 i

AL 5529 % 552 5

Table 1 Indications to NPPV

1. WPWHEEN O, A7 SR 2 b 5 I PR 3
2. pH<7.35 %32 Pacoz >45 % i 723 WHRPET ¥ F—3 &
3. WPWg a4 > 25 [l / 45

(k2 X 9 51H)

Table 2 Contraindications to NPPV

WP g b, o 72 V3o (2 WP BREDRE A AN 7 B
EARE SV
KB TERR A L HE

UHER - B E 7213 - REOTAHER
YR - I OAME £ 721341

SANE- R .

(SCHk 2 9 51H)

AERCHE S NTEB Y, BIFEIE—-EHL T ~ 8%
L5 TWBHNPPVOMEHIZB W TR S K& 72T,
PRAEIYTER I IR L CRE L3R, SRR & 2 KT
THZIETHALY,

BIZIETE8 NG Lz A T7F ) ¥ AT, Mg
7Y F—2 2% COPD S % NPPV
RS, BRAEMTRHE CRPDIRTE + BRI L
TIBLEHE (11% vs 21%). FHEFE (16% vs 33%). ih
M (20% vs 42%) ICBIL THEICRWERTH -
7oo FAMIBR RN L2 EOAMHED ML,
NS DOFEF1Z PH7.30 ~ 7.35 O EERERETH PH<7.30
DESERET SISO S,

F 72 HEJED COPD 2 PEHITEIC BT 2 NPPV L2841
NI % Jei L 72 RCT Tld. NPPV BE& RN T
FEIRBECAL L RICH B R h > 725 DD, NPPV #i
D) B AT% THE XN TE, HEEzNETE/-b0
TIHABIECEIGLHE LY, ZOHHE TlE NPPV
DO & 7o 7B B VT D RAEITR B A TR
WCRBAITTETHEY., NPPV 2L L THifr 35 2 &1
B ZZVWEVZ LS,

2. & It

COPD 2MEB 208§ 5 NPPV 0#)sJE#E B X Ok
A% FRKITRT (table 1. table 2), —fIZ NPPV
R AE BT EIEN LS Z LAVRENT
BY O, FIDIERERIH HEA LR A ITRERIE % %
L TEIEFNLTFTTO L ONFEF L,
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Table 3 Initial settings of NPPV for
exacerbations of COPD

IPAP DEXTE

@35 A 1% 8 ~ 10ecmH20 THIMG L. BADOPES (UL
W ONPRAR B O OFEEE) . R\ T Pacoe, —[BIA
i, PN EBZ I CREEERT 5,
e Pacoz 3. 95~ 10cmHg BT 52 & % HE
* Paco: DA 7 BEN, AN 4T %2 58 M o 1
o 1 MR =L 6 ~ 10mL/kg % HAE

EPAP MXTE
@ FLARMIZIE 4 emH20 D F F TX
o IEFEALDA 45— PEEP 212 WIfF L T 1P 5
s NUT =D FL SR 0EA, KLIC4—-6—38
emH:0 2 L&, bYA= ETEZF Ol
P

(SR 13 £ 0 51H)

F o RGREEE 2 ARERITIX, I NPPV i@t
LSV, HSAITE COz MAEIZPESH CO2 v a
— Y ADEKE D413 NPPV DR H T Hakbi & o o 3%
ZEOSNBDTHWTH Ik &hs 1D,

3. NPPV fER DX ¥

V) — 7 WIERERER MY A —DKE, < A7 - BIEEOIL
DML E%EE L. TXA72F NPPV B % V5,
E—FIEXS/T E— FE W AEN% ST (inspiratory
positive airway pressure : IPAP) 1% 8 cmH20. &J&EM
-5+ (expiratory positive airway pressure : EPAP)
¥ 4 cmH20 2 5 B9 5o Fioz 1& Spoz >90% % #E+¢
T5TEDLREFENMEIZEET 2 (table 3),

ZORITEEOPE S (W0 P e < W08 4l B 95 56
DOREE, KNV T A —)v), Pacos, — IS, K
BESE\TRERERT 505 #fICIZEZEOZITA
NDREELOT, [REAY v 7 OB E LAEE
Thbo

4. NPPVDE=ZZU YT

pH < 7.30 ®HEJEFN ICU TOFHATEFE L\ 118,
NPPV KO FRIH T 1 ~ 2 BER IR 7 >
F—=Y X, RO ER RN LLINTEY, B
ERITE DT A Y2 /RS L HITE=F Y VT
THULENH LY, HHL LTIE, Spoz % s kE
=¥ —OEAEBICMBE AT A %% EQOMEINT X —F —,
HWIZNPPV 25 TIEDT AT 74 v 54 ¥ 7 LEED
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B GBI R 2 0 % ROV 27 2 — b, ZeAHE T
WX B ENH LA, R E=FY) ¥ 7Eh
559 F v AN ERCTIREHT S E L,

— 12 Pacoz 12D TR A A THERES 5 A5 [ #%
FCO:E=%—] V5L, VTV AL LTCO2 L
NIV OZEALZE BILET & 2 OV ZFRIM B % 3 5 3 D

NP RVASN

5. NPPV fEFBFDiEES

NPPV 25HkBEA T HELC 2 2 N 0%  (ZBE D2
ANIEBRRARRIC L B0 Z D72 0HEEOE 5754 M
RGHALIELIEH S, LALTERTZ =3I
V' SAIEERL T R 5GE S E R 238 % 72 04l
HALIZ v,

—HF7 ARAT b A Y VETEARIL T R0 508 S
TERAD 7 {0 IR DI E A & ve S HITHIA
2 PR BURE A S 5 2 & H 5, NPPV Hiofi
HELTHEHEZEZONTNDE Y,

6. NPPV Q& B

NPPV OEHREDLE L IZ< A7 N5 7 NIZ X BRT
DREETH Do RHEEITTL506E LTiE, A
JONY FelffioaErznwi e (AT)—2%
By E912), REERENOMT, < A2 ¥4 TOEH
PERTH %,
SMEIMICHRAET D2 EMETH L0 GRUT).
e R L — % ANNIE NPPV ORI TTREE S b,
AT X B - BRI D R LG IHETH S
MRS < 2 BRUT), BIgLE TV, V—
FUTRHRAHELZIHAT 2 LEE 50,

VI. REIATIFRERE

« MO0 HEETE, RENAN LIRS & 72 55
BlxA v (10 ~15%) o

o ARERM N TR Ry as, N TIPSR & b A
ClEZvg

o 7272 LiRHSE COPD (23 LT3, living will % %
o EEERHMEET 5,

1. & It
COPD (2B Tid NPPV Z5H ki fliBheik o4 1 3R
TdH 5 72 DRI N IR O #IE51E NPPV i



Table 4 Indications for invasive mechanical ventilation

* NPPV 2538 AETE 2\, 7213 NPPV 1228k

o WP & 7ok

o IPWEfE Il (EARSAEZBBEELSICL2HAEERMED
HD)

o BHMET . SHEHC X 53 2 b O — VAR 45 2 ks i B
TR

o KE o

o IPLER I & FREI IS PR T &

o A% 50/ min Al Ty ERBEICKIT B

o MATEYREAST B\ RZEE Al & A VEBD 3 BUG L
o

o WREDLE AR

* NPPV 2"BAETERVERIIBWT, Edx & oK
FIMAE & 725 5 65

(CHk 1 X v 51H)

M. NPPV ANt %5, NPPV @G OB CTH 5 (table
4)1)O

COPD &SRR 2 R 3 A LI Cld A LI
Wz BN #E ORI DS 0 FFIZIRESED COPD HEH]
ICBWTIEZ ORIG & HF IR 2 UEAH 2 22072,

—77 COPD 123 2 R EAY N LIFI Of =iz own
T AW AEE R L2450 COPD BEZ x4 &
L7-WF7E T, BENFBLC RIS 17 ~ 49% & s S, il
PRI LT LARIE SNV, T2 AT
27 B O BELR TS YR & 7 - 72 COPD 3 5 Bl
95%7%% NPPV DI & 0 S mLs A TIP3 % B
TEL v bH 2 %,

INSORHE D 12T UE, COPD IZxd %137 ik
M N TR OFr e, N LI Bise 3 g L <&
7%y W2 T BRI TP A [FH5EE LTz b
W EDbRb, LELEMTPRIESFVHFTE
T RN A S #EBL T & T QOL AWK & <
KFF5EE2H6NE, o T TTIZQOL DIKF
L T\ 2 e HAED COPD FE BN 03 % 425 A TP
OWIE. BERPREOHLE, ThE TOHRBRGE, ¥
ERROYGE WAKR L &2 ZE L TRAINIZHIRT 3
Libhs,

F 72 NPPV D% L 7 b2 o 2235 A USRS LR i
AT F TEGT 205, H5HWIE NPPV kK
BREEDWBIEICT A IO VT, NGBS R Rk L
TR L THLLEDRD B,

AL 5529 % 552 5

2. REHATIFREEDER

o H5AEIE. ACV (assist-control ventilation), [
TR g5 (synchronized intermittent manda-
tory ventilation : SIMV), 64 (pressure support
ventilation : PSV) OWFRABLDESTVBEE VD
T —2137% 75, IPPV 38 AR I 598 57 e
SR ORERE HWIZ, ACV &5\ SIMV +
PS (pressure support) E— FZ& W AHEH% 0,
REEID FH V720, fEmA RS (volume control
ventilation : VCV) % H\W 736 13 i BN DS
EfEE 720, HEFEFRHAL (pressure control ventilation
PCV) %M\ 7541308 IE 2 i m 2 15 5 OIS
WRIEVLEEE b, BOWREWNEIZ L 5E/MEZ
Bi 7212, — SR Z M ETh 5 HREDOHE CO2
MAEEFFRT 5. HENWRADH 5 L PCV R PSV O
WEEE TF5ZENTELYEAENRD Y. FFMES
W B L9 IR EMR IR PEEP fE, Y 77—
LRV &S 50

W9 57 253 L &R 722 B FENPIR DS & e
Wizs, SEEFL NV E BICHENRZE L.
i % ®INT 5,

Fioz 1X Spoz 90 ~ 92% % HARIZ, TZ 572 1HKW il
IZREET Do

MU A =1, WEMEPEEPICE AI A MNY A —%Ff
2O, K Y BT M) A —DFBEFE L,
WmE M)A —T2L/min HEWVIZEN)T—7%56-2
cmH:0 IZFRET 5o

WK PEEP @ 8 #If£EE D PEEP 2074 Z &2 &
0, IFARAL SR OBRAY S 5N 5, WHIE 5 ~ 10cmH20
ICEET 5 A5 PEEP ¥ < % 5 Ll o#lgk %
72LRTVOTHERET 5,

PSV Cid. WBEAY30 MPAFE %5 X512 PS LA
Ve RET o

WIKPE PEEP (2 2 T A TR o i I 25 B dg S b
Z LT D, EBEA AT 0 A RS Z—# k2 Im
EPMET T 25605 5720, MK AR X, Wil
A% ETHIRT %o

3. ATIMPssitid. REICBILT

COPD ZERIER DR ERAY A LI Cld weaning 2%
MEHE 225 2 e D% < N LIHEEER O 60% 78 weaning
ZhToHhbEnwbits, TR L, A TR0 gk
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DL R 3 7 FEI SR 3 2 NPPV R, $hE £ OIFIA
EOFPIZH NPPV OFREIRENT WS,
12ORCTIZLZAZTFY T AIZBWT, 185
7% CO:z lr i3 d HIEBI O SMEREIC B W TIZ, HEET
W7 AL (SBT) %217 L%&<TH NPPV i TIZ
HET5HZ LT, SRCHEIMAERE (RR) 055, FE
W DFEAR 029, N LIPIR LTI IH —564 H. 5
HUHOLENE RROL6 & ARZEES R N, H
FERILEH O SBT %27 ) 7 L T® weaning & 7%
Lozl s Nz, X5 TCOPD (HbHWidE
COz fEB) 2B WWT, ZOBEMERKEE, £ & 055w,
ik LNV R EOESMH 31T UL NPPV R —
FTFOWEZAATH Lz LI,

F-HERT CICNPPY 235 2 L THERD
EAZZDETE 500 L aweoEdbdh b 2,
RCT IZBWTHAEHR NPPV 2§ A2 LI2LD), SBT
FEATHREZ 8 CO2 IMAE %2 7R L 72 #E TR E IR A 2O
FEHE DMK 5 720

L2 Ly WA 2R 56E T % £ Tff > T NPPV %24l
T2 LEEIENTELEV) TF—FHRENTH
0200 NPPV HBR—=15) LR, 7213 NPPV
RN EE 2 IR EAVE UGA1E, M 374
HEEHEZEZEREIRETHL I,

VI. ZDfbDiTRHHE

RILDOIFETIL COPD S EZ & CO2 I %23k
FIPWAEBNKT Ly K 2 7% F v ARG RL
(pumpless extracorporeal lung-assist : PECLA) % %
AL, MHD CO: brET 5 T & TR TRE & Il L
)BT EDIREINTE Y P, BERIN TRRIRIFZEAT
bITwb (http://clinicaltrials.gov/ct2/show/NCT
01422681) 0 = DRIMEER % I\ 72 BRI &, Hfls o
W & BHITA v IV VWi R MG &5 5 FHAEM
WA SEGI~NOEEAT L L TE Y, SBFERINS
IR TR E vz & 9o

mw £ & &

YL F COPD 23 o M A FIZ D W TIERL L 726
BB L LT NPPV d B 2Bk L. 48
THRZYESE L, NPPV OEIEI AT v 7 OB E
WCRELSEAEND Z EH 5, NPPV ICKd 2
DD LM, COPD 2 HMEOIFIAFHIZE T
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P72 LR L THRiO < < ) 72w

9)

10)

11)

12)

13)

14)

15)

ARDATOHEFIIIBE S 7z COLIZ ARV,

2 EZ X #
GOLD HAZEH 4 « 12 MEZEiz BB, EdE. TRl
B4 27ua— VARG TV~ 2011 EETIL (HASERR).
http://www.goldcopd.org/uploads/users/files/GOLDReport2011_
Japanese.pdf
HAM 25745 COPD 74 FF 4 ¥4 3 R Z H4x : COPD
(IR PERAZEMEIIRE) B L BEMOTODOFT A K¥F4 > 58
3. HARMEZR . HOL, A7 4 7V a—%, 2009.
FEIRANIE © BEERE OIPIRAE L (R4 COPD B4EIZH3 5
I, HIWEE. 2008 : 67 : 31-49.
American Thoracic Society, European Respiratory Society :
Standards for diagnosis and management of patients with
COPD. 2004.
http://www.thoracic.org/statements/resources/respiratory-
disease-adults/copdexecsum.pdf
ODonnell DE, Parker CM : COPD exacerbations. 3 : Patho-
physiology. Thorax. 2006 : 61 ; 354-361.
Rodriguez-Roisin R : COPD exacerbations. 5 : management.
Thorax. 2006 : 61 ; 535-544.
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patients. Thorax. 2008 : 63 ; S1-S68.
HARIpW g2y BB R E 2, H AP BlA
FRFIRETA N T4 NERBER S RFHETA N4 >,
HARMNW 25, HARNWAERY 2 B, A7 4 AV L
Yo —tk, 2006.
Plant PK, Owen JL, Elliott MW : One year period prevalence
study of respiratory acidosis in acute exacerbations of COPD:
implications for the provision of non-invasive ventilation and
oxygen administration. Thorax. 2000 : 55 ; 550-554.
Austin MA, Wills KE, Blizzard L, et al. : Effect of high flow
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Acute exacerbations of COPD are conditions with worsened ventilation-perfusion mismatch and muscle
fatigue caused by marked airway resistance, and frequently bring hypoxemic respiratory acidosis. The purpose
of the respiratory care for acute exacerbations of COPD is (D correction of hypoxemia and @ relief of the
respiratory muscle fatigue by decreasing respiratory workload. Therefore respiratory care for the patients
with acute exacerbations of COPD mainly consists of oxygen therapy and assisted ventilation.

Oxygen therapy should be delivered to maintain target Spoz of 88-92% and avoid severe hypercapnia with
careful titration of oxygen flow. The assisted ventilation should be considered when hypoxemia and/or severe
respiratory acidosis are not corrected despite optimal medical therapy and oxygen administration. Noninvasive
positive pressure ventilation (NPPV) is the first line treatment as assist ventilation for acute exacerbations of
COPD. NPPV reduces the need for tracheal intubation and is associated with lower mortality and shorter hospital
stay. For the success of NPPV, the key elements are comfortable patient care by trained medical staffs and relief
of painful sensation by sedative agents. Then the decision to institute intubated mechanical ventilation should be
based on when the patients fail NPPV, have any contraindications to NPPV or are in any other life-threatening
situations. On the weaning from intubated mechanical ventilation, NPPV is also useful for the early extubation,
the avoidance of tracheostomy, and decreases mortality of patients with acute exacerbations of COPD.
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