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Figure 1 Schematic drawing of deflation flow-volume curve apparatus.
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Figure 2 Maximum expiratory flow-volume
(MEFV) curve of a 13-year-old boy with cystic
fibrosis (dotted line) as compared with predicted
MEFV curve (bold solid line) breathing air. Note
that peak expiratory flow rate (PEFR) is within
normal limits, whereas maximum expiratory flow
at 50% (Vmaxs,, or FEFy,) and 25% (Vmaxgs, or
FEF;;) is markedly reduced, indicating lower air-
way obstruction.
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Figure 3 Deflation flow-volume curves in a 29-day-old premature
infant in respiratory failure with BPD at baseline (BL), after normal
saline control (NSS), and after bronchodilator (BD). There was a
minimal increase in FVC and Vmax,s from BL to NSS control. After
BD there was a small increase in FVC and a six-fold increase in Vmax,s
with changes in the shape of the DFV curve (less concave to volume
axis) in response to a bronchodilator.

DRERICBOTHMiOAEIZAR, FA4FIv ok
[EX, [EIMBAECL-TRIE Z Lsan
D L7z, 1980 ERATHE £ CO/NRRIOHRIE
EHETE, 6AAUTHE20WIT18AALUTO
AR TR [ELD R BAFEE TCRE DN
(bronchoconstriction) &I D 22w EENLT
HBEDOTTH, ZHIEFBEVEEWS Z L0350
DEL7, 8BUTORBMETE 2 EBEEM
BIZBEIZ Z 9 5 B L v bronchoconstriction 28
IDS2bITT,

ZIThioeT—oNnETH, BEF
RiCED EDLS REESMIBIE2n L0 Z
Exreview LTHAIWER WL T,

Surfactant ¥ & O FRER IV EE 2355 1Bl
P EFECESATHE T, KEKE L alveo-
lar duct D K& 2 FRERCTT, RARIHE
Wi CTHfEHE L 72358123, BEEMZ 3 &
alveolar duct WEFE IR L £3, IRy
SEOHEBOFERE 2D 3, MOBBEIHVE
WKE>THRIZH, H2VILBIERICE > TS

LZDDEVIRBDD T, EEERTIZ RS
OB, FfiEOBHRICEIZEEZONS LDk
DE L7, REVRTIEMIIES TSRS 3 DIZKE
36 BT RbbERAMEHAER I AAZ A2 25T,
EB1IEELSVETIRERL T, MEOHIT
BARTHROLEW 2T H26 5 FAHEL SWT
T3, 18¥EDOELRA LR 3 EMEB ML
9. 0EUATORMBEOFZEMBEDO »b v iz
b - & primitive % saccule & \» 3 Fiifafe sk LLgT
DARMEIEH Y £ T4, N2 surfactant K
WMo 7z HIE L TREMRIZ & 2 RIESE D HR5E
G320 TT, MICBEZIZ 255
B D £ 323, interstitium IZEFEICR Y
£ 9, Ml EHS 5 7284 121F interstitium &
MBEPOBEZRECEY T, 2572 LMEN
NDINT v ADENTIMEF DK HBHANH T
{ b TT, membrane D IZFEL Z 5% < T
bARGHHETWL Z kY 29, BICEEN K
Z % &4 macromolecule $ HTWw< Z &I
2z ET,



AR 0 1993 4 4 B

10 FEALAET O Egan ORFFENC X D £ § & rest-
ing-FRC DRE» & 2 AR ABE 202 T 40
cmH,0 £ Tz % L&D EREITEANA
WML 293, EEMOBEIZEVEW FRC
D2EPSI/EVI LTBTT, Zhosltiek
D#] 70% 2 atelectasis 12 > -BEF LI
WWETE, BoTW3ESTDIENFRC D 7
BLOWVERBELRIREPLIL T, BieeHo
85% < &\ 4 collapse L 723&— 2 iz ARDS
DEEFTERAXLTREIZDTTB—IDHE
EESTWAEHAIMBEIO EWIBIEE (11~12
&) 2RI 7, BIRSEE HE, MibE
MROWESK Z 2 L RBEBCHETE T,
Parker 5 DFFENC L D £ 7 &, [EBED 35
~40 cmH,0 LA Eic7s b & 3 & B i &
@ permeability 2838 2 TWw & £ 3§, D D
membrane ODBEEEIZ ZOBATER I B2 D TiZ K W»
DEVDS ZEDBFNLD T,

Dreyfuss & O BF 32T % X 3 % {#- T 45
cmH,0 OBEEMRK % 5, 10, 15, 20 4Rz 72
56, 55 H OB ENRK TEEIZ permeability 3
<%, lung water ML £ 3, £ L T 20
FTIFEICHEARL CHaBEOBEENEE I T
¥, REAMREEORBCIEERLERELOD
», ThEebBIRZOLEVIHEFEEL>TY
FIV, TNICEDLIROAVEETH> THE
BEZZNIZERBTERZWEWLIERNBHTY
¥ 7, Fifd b7 EE s & OB M B oD B I
morphological iZ  EFHEMEE CALAHI N T Z
ERS

% FIBEMER O hyperinflation i2 & V) intersti-
tium I edema 28 8 &, &2 EMME D mem-
brane DEENKL Z D, BCffifgomEr e 2
3, Lok EF TETLEST, 25235 5% &
compliance 23 T3V, Z 4% compensate 3 %
THDIREDENERZMZZ2LENTTCEET, %
L T, > T\ 2 flifg» & I hyperinflation % #2
23 ek, Zhd membrane DREIEEIZ D
D ET, 72 collapse 23#E Z BIRREIWC 2 D
F 3 &, Type II cell iZH % surfactant 23 £ A
FAHTWL biFTF, i production & bV
b secretion 2% < 7 - T surfactant DHE & \»

— 5 —

ISDARMERID 9, £ 2 Tsurfactant % D
2R DIRE H v i3 hypoxia 17 & 2 KRS
B Z % L surfactant X AELTEE T, 7
% & surface tension 23 B3 ) BEICEERICHE %
EnSZENEZLNET,

%R0 airway reactivity IR D £ 325, bl
bhOFHNC XY 2T &, RIESGEAZICEICE
&7 MEFV #ifg® MEF 25 i3 4% 1 B CRRIER
il Eic@vy, i s < surfactant @ K40
12 & % fiti elastic recoil ® _EFIC & 3 FTEED#E
LR E2b0eBbh s, 2:8H, 3B
BHEZENDPEERCHEI-RTWES, £23
73, airway reactivity (H % WIZEEZIEREIC
My ERIG) &, 1 BETBRRIGNTTWET
L, 2 BBt REXLREERSEED
MEF 25 i3 2 A ke £ 3, D& D reactivi-
ty BB Z > T3 w3 2 ETT, $4b
% bronchodilator IZKJGF % [E XN H 5
herbs THOBERELEETT, 253
NA4BEB > THIO THiEEEIX T2 - T ab-
normal iIZ7%¢ D F 3, % L T reactivity i Z D ¥
BTE—ZRR>TEUBLBET>EHEXE T,
2 » < airway reactivity (R X LB E
LoTHEBSINDG) BERICHTET, LIFS L
- Th 65 [EE L 72 airway obstruction 2342 X
5DTT, fE> T, reactivity bW DFES <
BPD ORARF L LTEETREVWLEEZL S
nEd,

BHLET L, BEATRRKEZIT T3 R
2T BPD ##f% 9 % B3 % airway reactivity
WHT&E 92, BPD 2 Z W THEKFE
B [E1E ¢ 2 RBVEICI1Z airway reactivity 2342
IoTIZRVWEWVIZETY, BPDIIBITT 2
2] # Tt airway reactivity 2% 1 BRI R4 T2
IoT&ET, 2L T2 3JBMTE—2ICEL
£, ORI HAERO maturation & 1%
2 {EEFR T,

bLINDRELBEFRED 22561, Flz i
2BETHEZINI-BERI2UBTEZNTFIVE
BE DAL TWw 333 TTH 5 reactivity 25T
Td, BCRPZ 4 BTEEINFITIT L7 re-
activity 3 T2 20O TR VW EEIONE



— 6 —

¥, Lo LEEIZIL reactivity 12 maturation &
B HTteEd,

TERAZERLTWErEWS &, HEHZDH
T, reactivty 2 K& 1 EM» 5 2BETHT
&9, 24BTHE FN7-FlE conception 7> 5 26
BN Treactivity SHTE 23 L, 8BTAE
NPT 30BN EHTEERA, &
L7212 D> postnatal KR TH 2 Z LB3EZ 5
NE T, BITT % reactivity DEES WL L& 54
Z% BPD 0&EEE (ALMKOLEZRERM, H
) L oMICEER CERLERESR S g 32,

BRERE LRz EVS &, TR, EBIR
BB RDORE L FEFREL Cherlo b DT
diaxwhrBbhgd, B {550 inflam-
matory process BEEZ > TW A D TIZHE WLk
Zz2o5hn %7, lung lavage # L TA E T &, IE
HETIE8~9EDHIZIFLAENT IO T 7—
YThH5MDIZ, BPD % 2 3 ARBIET 6~8 Ff2
MHIMBRT L7z 2412 1980 FH 5 i3 70 4R
B¥Lo DL oTERIETTH, BPDIZLT
b ARDS 2L T d, sepsis %z ¥ D&M D8
2o THIMEKAMOEBMME ICH TETEALE
HofEEZE2H L £, Z7d S superoxide 7
£ ® oxygen free radical ZE4A L 3, Bl
0 B o BE B S 2 Z - T A 38 inflammatory
mediator BT B L3 Z 9D LT,
Z9 L7zprocess B BPDICBWTHE I 5> T
2T RVWHrEEZONE T, £/ ARDS T
YA ENRI->TVE LI T, TLRIAK
BoTEI2VIOEENLRZYVHTEZL
BPD R HE D KBE D ZE D lavarge ¥ D &1z fa]
DIEHE OBHMEK % attract 3 2 WE 2 T &
3 (chemotaxic activity £ 7z I& chemoattrac-
tant) o

ZOYEBALEWS Z R BROE ST
BiLiC>ToahoT&EE LT, THELDEIK
#RuEEAE® (31T phosphatidylcholine) =% %
REOTHMBENR, BFII7 7% N B2
phospholipase DEAIZ L > TS h, Thad
B 2 DD pathway THEI L5 b TT A,
Z® 1 Dlidcycloxygenase # -+ % & O T,
prostaglandin I, (vasodilator), thromboxane

ATFER 10 %15

A, (vaso-bronchoconstrictor), % Dftid prosta-
glandin 284K a3, b3 —DODEER
pathway & 5-lipoxygenase » /+ 3 %5 b O T,
leukotriene A, (LTA,) % & LTB, (&9 M1 %k o
chemoattracant), ¥ & *LTC,, D,, E, 23
BahEd, Zh5I3FEH 5 I17% bronchocon-
strictor T3, F# BPD B 0 &8 lavarge &
% HPLC-radioimmunoassay TH X T & ¥ ¢
&, LTC,, LTD, »33E & iZ & \», bronchocon-
striction 88 Z L 5 2 BETHEEL T E L7z,
EWwIH ZkiE, 7% < kb leukotriene 23 bron-
choconstriction D ERD—2TH 5 Z £ B8 2
5N FE T, T T 3~45E D M IZ leukotriene 23
ARDS THFTOOLNBE EWVIMIDBLED A5
¥ 3, L L, bronchoconstriction & ARDS
DERIZDOVWTIIHEDEZLNTEY ¥ A,

LEEOHBEEH L £ 3 £, premature baby
WBPDBE I Z2BFRIROLIICEZ SN Z
T, CRIEBEROLDT, SOBETIEH 4
La»oTEBDETH, L ETHBRE
E, #hhsfiifid 5113 airway @ hyperinfla-
tion IZ & % ffi® barotrauma, Z #1723 premature
DRz e L T membrane damage ¥##2 = L ¥
¥, % Z I chemoattractant »3 T T & T (M Ek
MNEF D, oxygen free radical 2S8EiNL TEIC
membrane DEE R Z T L Lo L BRERIE
HEhF T, BICEHSMERERDHE T protease/
antiprotease M FLF 3 2 #0 H #1213 fibrosis
BEEFT, ROVKBLZOR77F R B
phopholipase IZ &k > THEREI L5 &, ZHVE
IZ 4> f# & 1 T prostaglandin, thromboxane,
leukotriene & % \» iZ platelet activating factor
BEMNERKEINS Z ETT, %4 bronchocon-
striction, pulmonary vasoconstriction 5 iZ 1%
membrane permeability #%{k 3+ T BPD %3]
E I L 3, 2% Y BPDIZ subacute D
ARDS EFEHICRSABTVDE EWD T EnEZ
SNET,

Z THAEF cytokine 12X T B B 2HIZ HE
ATEBY 29, AT Y v 38k o B a s D
T lymphokine X Wb TwE L7248, BRI H
s s H T < 20 TR cytokine & VW 5 &



AL 119934 4 A

1270 F L7z, FRCATEE proximal @ cytokine,
interleukin- I, tumor necrosis factor alfa
(TNFa), transforming growth factor beta
(TGFb) & x5 7z cytokine A3l iz BR & 37 # i
B%3E & 2> mediator OH, ® % Wi fibrosis %
EFORRICZ > TV I EBEARABHEINT
ETBL EFT, I 5idendotoxin & dH B\
1% tissue D FREEIC X - TH T £ % lipopolysacca-
ride (LPS) 7 & T alveolar macropharge ¥ 72
13 Il % ® monocyte 237G ML & 1L £ §°, TNFa
®IL-1wid@AMmEk%5) & 217 %5 chemotaxis 2%
»HH, ThiZk)AMERPI/IMESEMIMEAN
TRZREANCHE T2 0w Zen8ah-oTE R
Lice BiZid, Zh2EEEMME D endo-
thelium 12 fEF L T, mediator o i H < H 0Bk
MREORED 57 F % F VEBA A7 — K, oxy-
gen free radical DRI FEDHEHERIG %25 E# 2
LET,

REDI—ay S TOFBEICEID T &
ARDS OFEE®D 72> 72 vs 75% 13 sepsis TH 5 &
w9 Z & TJ, Bacterial pneumonia, sepsis,
aspiration pneumonia & ¥ BRE & & 7,
D 16% 13I8, Mo ruAMETYT, #
BOHE b tissue DREIEIC & - T tumor necro-
sis factor WHT & E 3, & A XD ARDS DJH
& X cytokine D H # o T Wb b} T,
BPD O%5& 135 ENR, BERREC L 2E1FH
EWINERPHETE I 2 b TT R, FH, FR
H ARDS L L UT B S Zenahh F
To BEBVLWE LA X 51 ARDS 0BFAICIZH]
DIWHED 5 VIRIEESH % O THED IPPV
BESHEZICERCE S ERAT 200w S 2L
BRoZXDVDEETEXLODOTTD, BOHS DR
ZED R WHERRIB D BPD T % subacute 7z ARDS
CHEBCIBRLRENR >N LI I i,
ARDS O HIZ G EFERIC & 2 OB BN EE X
HoarzhoTtnwdeEzZoNET, ThiZFAES
DR THICZARZEEZVSTWBEARERSE
DEHA,

SEFTOFEEBRAEL T &, ARDS O etiolo-
gy, mechanism iZ72A7ZAIRSED Lo T &
7259 T3, T ARDSOERE % 2 KA

e =

IoTEFRIZE-TY 77 7—VNEHLER
¥9, v7u7y—Yhs cytokine S X 1,
HImEk, MM/MRO chemotaxis #5|&#&Z L, I
noBEICIEMME ICE ) BECHELR S
L %9, FIZ oxygen free radical 25814 % L,
SR D arachidonic acid metabolite, platelet
activating factor (PAF) 7%z ¥ 217 % RIEHNE
% ¥ 9, Z ¥ vasoconstriction, bronchocon-
striction Z L T pulmonary interstitial edeme %
FlE# L, REEAMIC compliance 23{& T L resi-
stance # EH &+, V/Q DEft, shnt DK%
HEEd, TNoNEMEREEKL TARDS 28
b, kI EELIONE T,
FREPER AN DFER R 28
ARDSOD~vA2Y A > MELTIPPVETERL
PEEP % FF iz > & #, intrinsic PEEP % >
FL{avbu—ngadehr, H50VITZET,
inverse-ratio ventilation (IRV), pressure sup-
port ventilation (PSV) ¥ frx T RkaEnT
WETH, THIFEROANLLS ZFLLEZ LR
¥4, ZITRENLSICED LS R FEMED
NTWLEPHRICART AW ERLE T,
High frequency oscillation :
ERZ/NREBE D F iR e E A3 R, high frequen-
cy oscillation &k D BF O Ih#E TRIFE T4 2
SREINIEBHEHELE LAY, Z0idea i
fe v b TEIREESED SN DT, 5~
20 Hz O &4 T/ & v tidal oscillation % #2 2
FIXV EVIARLDRET S CO, elimination A3
#Z %L, oxygenation b2 D HEL vl kv
S ZEBEBRHCIHINE L, VHFXFOR
W, i % ¥ L Csurfactant Z i L H L 72 &
IPPV % 1T L7 HE, B o MR I ffifd
D collapse I E F ¥+, ThIFEBAXE L7
& 512 collapse »3#2 X % 3 & surfactant D HEE
MWA X < &Y, interstitial edema %> 5 ffifg Dk
BRI Ed, HFO 2w &, 9%
ozl TBwTirofTuEd e Migo
collapse SR X Z R A, L 22, izEs
312 HFO 2175 k, » 7 b atelectasis 2342 Z
ZEVIFERBETHETY,
7 AV AT NIH B0 %> T, BIRGBEDN



e B =

X & 17z HFO @ # # (Humming bird) T
7otz KB RDS Dv>bH w2 HIFI study” 135
BREBOERTL, ZORREEZONEOD
i, +afEES £ L T8 T s HFO % /ifT
L7zDIX 24 5WT, D8 ARTIFE T
ENEBITObEP2TDTYT, ZOROFERELT
“The results suggest high frequency oscillation
ventilation as used in this trial does not offer
any advantage over conventinal ventilation” &
DOFERBEHTLEVE LTz, ZHIREDOBME
BRCTHshREIIWCHFORZEbA bR TN
BIWwERBIELNBZVLORFRYRTLT, b2
DEBEDT FNAHF—L LTZhEEALIDOT
TH, BEERLEVLIDRBERLS L THEHRT
ZI50IHDRELRVENI I EICE>TLE
V, BEZBSKBIKEDLD £ Lz, TOBREE
il HFO X3 L A YBEA SR B Do T
72D TTH, BT Delemos 5D 7 Vv—7 (Z D
IN—TR3EOpofiEES E L TiThbThiX
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Surfactant replacement therapy :
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Extracorporeal membrane oxygenation
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72DTY, TR ELEBCERTRIELDR T
ERAD, BEELHENEVESITTL, bk
AfFEzZB LIk bEBnET, Zhd ARDS
WEEIK DT B EEZONE TN, 1%
WIMEIZHD FEA,

Pulmonary vasodilators :
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