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[# E)B8.3iTH 4 LR F 8 258 1E (neonatal respiratory distress syndrome, NRDS) 3 & 2 & i % B~ R (bronchopul-
monary dysplasia, BPD) BB fEE E , iy BPD KB TARBEIG RIKYE , AT FEIK BPD AR, Fik . R 2008 1 B E 2014 4F
12 A ERERAEF A LSA PO ia BT EIC T 28 d 89 NRDS #JLE 287 ) 484 & BPD 433 BPD 4 Xk BPD
£, % 2 LI R FORKEEAT B AT . 4552 :287 5] NRDS UL 131 % 4L BPD, 2 BPD 4 sk &4 BPD B8 JLIE 156 61,
73k BPD 4, SRR SIS R BR el A R BT R B KA BRARS BB IR E TS R (pulmonary surfactant, PS)
AR =2 1K \PS 7l BRIEFR AT R AUBGE S PRI IR SR B FiO, WUMRGE SRR S R R Bk R M
(patent ductus arteriosus,PDA) | ﬂ?”ﬁm*ﬁ?‘ﬁ‘ﬁﬂfﬁ% JiiEh Bk B (pulmonary hypertension, PH) Bk 3 G RIG & F-BET-H |
G-HFETE 2 4 P ZRA G124 L (P<0.05), T BPD 44 Apgarl 438b LRI ZIE (PS (] PS A92ER HIX
PSAi FHRT ] A BERT 3 KIS AR A IR A LR NEZ I R (NEC) JF SR JBUIAE 7% LA B 993 28 (retinopathy
of prematurity, ROP) /PN 4 . it 1 5 N 554k BPD £H 22 53 B4 it 28 X (P>0.05) 2 &K logistic [B1J 7R H A (R B & 5
B NRDS J:4% BPD BMSLAR4P A 2 , MR BRI P e SO ARG S A (6] R4 sl bk & [ 0% NRDS 3£ % BPD B4
MR EE, g% RTHEF BN EARE)L RE AL KEEEYT ZIEShEKE V> BPD 24 MR E BT,
(SR JHAE LR E AR, XEMRE AR AL SaBE R
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Risk factors for bronchopulmonary dysplasia in neonates

with respiratory distress syndrome
Wu Chen,Deng Chun
(Department of Neonatology ,the Children’s Hospital ,Chongqing Medical University ; Ministry of Key Laboratory
of Child Development and Disorders ; China international Science and Technology Cooperation base of Child
development and Critical Disorders ; Chongging Laboratory of Pediatrics)
[ Abstract] Objective . To identify the risk factors for bronchopulmonary dysplasia (BPD) in neonatal respiratory distress syndrome
(NRDS). Methods :Data from 287 neonates with RDS who were hospitalized over 28 days were analyzed respectively. Resulfs: Of the
287 neonates, 131 developed BPD. In univariate analysis, gestational age,birth weight, hospitalization duration, maternal age, cesarean
section, the times of pulmonary surfactant( =2 times) ,the dose of pulmonary surfactant,the positive rate of sputum cultures, repeated
mechanical ventilation, the mode of mechanical ventilation, the inhaled oxygen volume concentration,the duration of mechanical ven—
tilation, the duration of oxygen, ventilator—associated pneumonia,pulmonary hypertension, patent ductus arteriosus (PDA ), the survival
rate and the mortality , gran negative bacillus were all associated with an increase in the incidence of BPD(P<0.05). No significant
differences was found in the first minute of Apgar score,the hospitalization time, the fetal distress, gestational complications , the rate
of pulmonary surfactant, the time of pulmonary surfactant, the first blood gas analysis scores after birth, combined with neonatal necro—
tizing enterocolitis(NEC) , air leak , septicemia, retinopathy of prematurity (ROP) ,intracranial hemorrhage , pneumorrhagia between the
two groups (P>0.05). Multivariate logistic regression model showed that the high birth weight, cesarean section were protecting fac—
tors and the the positive rate of sputum cultures, repeated mechanical ventilation, the duration of oxygen and pulmonary hypertension

were risk factors for BPD. Conclusion : Shortening the duration of oxygen and preventing the pulmonary hypertension are key methods
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FEE 7= HIME i R & (glucocorticoid , GC) #Y 4

PR IR SRR SR M B B S I R R A
J5t (pulmonary surfactant, PS) BN A, ZE#RE T B =
L H R AR H A=A JL (very low birth weight in—
fant, VLBWI) | 8 1K tH A= {4 F )L (extremely low birth
weight infant, ELBWI) f7{% 2 [ pit SXREMRE
A K (bronchopulmonary dysplasia, BPD) i % i AL
B Wi & ,BPD & lm IR LB = JLA8 v it F e
(chronic lung disease, CLD) i) % ILIE =, , th B2 %)
JLET SIS PR IR R GEBis B EER R FIFE TR A
TRACHEE , MRS B ULt i B R B T R HE
B SERRMME EKEBFEERMEFTRSE
&R FEN, A 3C B 7E T ## BPD MG IRARIE , 53+t
NRDS 3% BPD WIR R K, & BPD KI5 #RAiE
RARHE

I AMSHR

L1 —A%H

PEAL 2008 4F 1 H F 2014 4F 12 A BRERK¥EH4 L
Zieh OIS LB ETE R T 28 d B9 NRDS 2L, SRR AR
TEY  HBRTEER O EIL, fFE &4 0E 287 B,
A LI & BPD 424 BPD 4A14E BPD 4, SR ASRUERR
BlER T ILA T E  ABE R A RN A5
28 d PHEITIB ;425 28 d W3 RRE R ERE
12 BEARg

NRDS W2 Wit #E® R . Ot A f5 JL/NET P B H SR IR
SR (WP >60 K/min) PR HERE RS A= MAE, RS
BHATHEINE ; @A RS IS 27 7 1K L IMLE e 755 B B i
AE , WA OB 0 FFA RDS $REER) X 28, BPD
MW R A EEERILERBRAZ K BT (National
Institute of Child Health and Human Development, NICHD) F
2000 4E4 H A FTARES, O R 7= LA (BOMBAEKEIL 1
AR 28 d(GA>32 H#H ) B IE RS 36 B (GA<32 A )M
TEERERFTIWESE ; Q8 I)LA BRI HEIF R IsE
K&, S8 1R S ILAE B3 5 Bk BR L AE & ; @R LI R
X &R BitER CT RISl A R #2 B ISP & BRI
BWHEY BHE A R NRREH ; DHERR &I X1
DR VSO R AL SRR E
13 %it$oH

BARALEME A SPSS 13.0 it it HRFRFESS
AR« ARUERE (v 2 5 ) TR T ELAR A ¢ K038 IRAS AR
R e r B R O 43 or B TE] BE R R |, 48 1) L AR SR SRR R R

B, HEBRARITRE ., SHEESVRM logistic FYT4)

1. KK «=0.05,

2 &% B

21 RAR

2008 4F 1 A & 2014 4F 12 A BRER K54 LigiE
HOlif NRDS B JL3E 2 043 4], BIBRBER AR e, Hh
PEBEREOCT 28 a4 3 287 B, &% BPD BUL 131 #1, K
& 65 %, "R EE 51 4], BB 15 §i], 44 BPD R4 % 945.64%,
5 B NRDS #Y 6.419% ,BPD Z41 H VLBWI 63 % ,ELBWI 6
B, 3t & 52.6% ,BPD [ &R RBEE A | 48 4 A iR B e 3
T BRI, W& 1,

F1 FERAEFIH 44 7R NRDS £JLH BPD ZRE

Tab.1 Morbidity of BPD in NRDS group by birth
weight/gestational age

XREMEEAR

=8 BRI % BRmE(%)
fait (D
<28 18 15 83.33
28~33% 215 99 46.04
34~36* 32 11 34.38
> 36 22 6 27.27
HaEEER (g)
<1000 8 6 75.00
1 000~1 499 108 63 58.33
1 500~1 999 104 41 39.42
=2 000 67 21 31.34

2.2 BPD #254E BPD 406 R4 48 1L 3R

2.2.1 BPD 453k BPD H—IF ML  BPD A RIAGHEE .
AR REH BETIE BPD A, MR KW E 5 T4 B
4, ZHNEHITEE L (P<0.05), Wi % S 1 44 Apgar
PEor ABRERTE 2 HHERMIHEITFEN, K2,
222 BPD #KE BPD A& ZHFALLE  A8H5+ BPD
HREEF R <18 $8>35 H &/ FIE BPD 4, M RFH T
18~35 4 # B T3k BPD 41,3k BPD 4H&IE7=F B4 F BPDA,
ZREGHEE X (P<0.05), T 2 AENEB JEERE ™=
FSE R AT SR I PR S R B PR Y LR RS 1
ZR(P>0.05), W32,

223 BPD 4 X4k BPD HAIT BN ELE MF2 R,
PS fi B (178 PS AR K PS i FRHEI7E 2 HELE A
E R ITHEE X (P>0.05), M PS HAKRE =2 K. FFR

| BLAEHIS B PS (R B BPD 4B S G

278 Y (P<0.05), RERBIE TR K EVIRES SR
B ) PR ] , 25 55 S B B (P=0.000),,
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# 2 BPD 453k BPD AR LE
Tab.2 Clinical features of two groups

3k BPD 4 (n=156) HitRE P1E

ol EE BPD# (n=131)
FRIRIM (Q,,0:) , ] 30.86(29.29~32.57 ) 32.07(30.43~33.71 ) 7=4.102 0.000
HAEKFEM (0, 0:) ¢ 1456(1240~1 825) 1652.5(1450~2097.5) Z=3.711 0.000
BE(n,%) 85(64.9) 88(56.4) X=2.136 0.144
Bk (n, %) 42(32.1) 38(24.4) x=2.101 0.147
Apgarl 238 (n, %) X=0.459 0.795

0~3 43 15(11.5) 21(13.5)

4-~7 43 39(29.8) 49(31.4)

8~10 43 77(58.8) 86(55.1)
BEREW (n, %) x'=4.345 0.037

<18 #H >35% 19(14.5) 38(24.4)

18~35 % 112(85.5) 118(75.6)
BE™(n,%) 70(53.4) 111(71.2) X=9.598 0.002
FERTEER A (n,% ) 45(34.4) 48(30.8) X¥=0417 0.518
ENEA(n,%) 21(16) 31(19.9) 1=0.708 0.400
HERR e (. % ) X=0.857 0.652

<18h 19(14.5) 23(14.7)

>18h 31(23.7) 30(19.2)
WIRBIEMLE (n,% ) 18(13.7) 22(14.1) X=0.008 0.930
TEYRIIRIE (n, %) 10(76) 15(9.6) x=0.352 0.553
PS A% (%) 90.1 82.7 Y=3.237 0.072
PS KR (n,%) X’=5.637 0.131

EiPii) 16(12.2) 24(154)

BI57 35 96(73.3) 102(65.4)

’RE 6(46) 3(1.9)
¥R PS A TE] (n,% ) Y=3471 0.176

<30 min 14(10.7) 18(11.5)

> 30 min 104(79.4) 111(71.2)
PS FIR{M (@1, Qs ) , mg/kg] 64.81(46.67~112) 56.45(41.18~93.33 ) 7=2.281 0.023
PS kH=2 K (n,%) 36(27.5) 23(14.7) ¥=7.809 0.020
MR (n, %) =4.320 0.038

A= 107(81.7) 111(71.2)

CPAP 24(183) 45(28.8)
REHBER (n, %) 32(24.4) 7(4.5) XY=24.112 0.000
PRIEFE M (n,% ) 103(78.6) 79(50.6) X=24.036 0.000
HUBRE S BFIEIM ( Q1. Qs) ,h] 187(96~343 ) 114.5(57.5~189) 7=4.998 0.000
SAHERTRIM(Q,,05) ,h] 660 ( 672~672) 521(363~672) 7=8.927 0.000
WERATLAR S PER 42 (n, % ) 74(56.5) 35(22.4) X=35.054 0.000
Ik E (n,% )" ¥=14.904 0.005

X 30(22.9) 51(32.7)

=) 88(67.2) 81(51.9)

BE 17(13) 26(16.7)

W 23(17.6) 28(17.9)

HE 48(36.6) 27(17.3)
WERIE A (n,% ) 109(83.2) 152(974) x=17.501 0.000
MFE 1P (n, %) 22(16.8) 4(2.6) X=17.501 0.000
NEC(n,%) 16(12.2) 11(7.1) XY’=2.227 0.136
B (n,%) 12(9.2) 13(8.3) X*=0.061 0.805
W (n,% ) X=2.878 0.237

BiEm 24(18.3) 21(13.5)

iy i 9(6.9) 6(3.8)
ROP(n,%) 14(10.7) 11(7.1) y=1.184 0.277
FRA L (n,% ) 106 (80.9) 123(78.8) x=0.189 0.664
B (n, %) 39(29.8) 41(26.3) X=0.431 0.511
PDA(n,%) 102(77.9) 95(60.9) X=9.626 0.008
ABEBIRM (1, Q5) ,h] 50 (40~64) 36(31~46) 7=0.138 0.890
EBRREIM(Q,,05) ,d] 2(1~5) 2(1~5) Z=1.072 0.000
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224 BPD A KIEBPD A RERTGHEHLE MAE2
A] AL, BPD g3t 131 88 L, H+h 109 B8 LI RiG &, 186
BILEERIT 4 BIIR T TRGET, i RIG A0 83.2%,
RHEREMBEEBFHRILE 13.7%,KEEH 3.1%, T
3k BPD 4t 156 1, Hif 152 s RIE A, 4 BIGEEIIT, &
TGI8, G RTA RN 97.4%, B ILY 2.6%, BPD 4
A3 PDA FRRHIAE A 4 B s Bk R 2R JLTE 2 4L i
hE G ¥ E R (P<0.05), a3 NEC IR WEE
ROP, fRp i L fifi i I H EREE R AP ERAHEHHE
X(P>0.05),
2.3 BPD 4815 4k BPD £AHULHE 5, A3 bh gk

Hi3% 3 T A, BPD 4 RARZEEESBILAKGE 2 X
Fio, 12 & T3k BPD 4, T ABESE 2 X PEEP LA R ABESE 1,
3 X FiO2.PEEP 7 2 A 422 7 (P>0.05), ABEHET 3
KEFERHM S FO, PIP . PEEP MAP 7£ 2 i
BTGB XL (P>0.05), E4,
24 BPD 454k BPD e &5 044 R b

ABEEHT 3 d B S Hr45 R PH,PCO,.PO, . HCO, . &

B H (oxygenation index, O1)ZE 2 H b2 R Y TH 2%
B (P>0.05), &5 FEK 6,
2.5 BPD 453k BPD A FE B H LR IbE
PRIESRGE R AP RA 182 B, Horh e RE SR i 24 FhYIE
i3 7 A1, BPD 241 %3E BPD BB CHE X £,
fifi ¢ FLEEAA T TR 4 A MR LU B8 | B 2 S 3P B L R oAt
GHFRITE 2 MR LB P 2 R G THEE X (P<0.05) , TG
BRE HH7E 2 A B P IGIT#ER (P>0.05),
2.6 BPD #1& 3k BPD %% H % 69 H S logistic B354
¥ LR RE RS RAE T B X E R HFT logistic B
430 RS AR R R B EER  BIE = PS R =2
KPS F B BRIEFE M PRAER R EVBGES PR
WA, AR ) PR R R RSBk L&
3 PDA iR R E A LA RSB M AIFE R
Hith GHFEE , SR BRI AERER FIE™ RIEFRHEE R
BYES . BSHERTE StishkE E NRDS 3 & BPD B9
SEHEE, BES, '

3 BPDA5i BPD ARZEEFESSHMHARLE
Tab.3 Parameters of continuous positive airway pressure in two groups

T8 ' BPD#4 iEBPD 4 ZH P
AR 1 RURESH (n=82)
FiO, 39.39( 30.00~40.00 ) 36.00 ( 28.75~40.00 ) 0.604 0.546
PEEP 4.44(4.00~5.00) 4.58 (4.00~5.00) 0.703 0.482
ABES 2 RHBEH (n=72) '
FiO, 41.40( 30.00~60.00 ) 33.10(25.00~40.00 ) 2.052 0.040
PEEP 4.53(4.00~5.00) 4.86( 4.00~5.00 ) 0872 0.382
ABESE 3 RS (n=48)
FiO, 35.90(27.75~40.00 ) 34.96 (:30.00~40.00 ) 0.162 0.871
PEEP 4.70 (4.00~5.00) 5.17(5.00~5.00 ) 1.796 0.073
£ 4 BPD 53k BPD A% MENIIMSHMBHIILEM (QR) |
Tab.4 Parameters of normal frequency mechanical ventilation in two groups [M (QR) ]
TE BPD# iE BPD 4 Z{E P&
ABEE 1 KBS
FiO, 46.71(35.00~50.00 ) 48.51 (35.00~60.00 ) 0.819 0.413
PIP 17.47 (16.00~20.00 ) 17.46 (16.00~20.00 ) 0.235 0.815
PEEP 4.56 (4.00~5.00) 4.64(4.00~5.00) 0.793 0.428
MAP 11.24(9.25~13.00) 11.40(10.00~12.90 ) 0.460 0.645
ARS8 2 RS ‘
FiO, 38.88(25.00~42.50 ) 48.00 ( 30.00~60.00 ) 1.412 0.158
PIP 12.88(10.70~15.00) 18.13 (16.00~20.00 ) 0.238 0.329
PEEP 4.30(4.00~5.00) 4.80(4.00~5.00) 0.977 0.812
MAP 8.10(6.75~10.00) 11.76 (10.00~14.00 ) 0.030 0.976
ABEEE 3 RHWMESH
FiO, 46.50( 35.00~55.00 ) 46.40 ( 30.00~60.00 ) 0.461 0.645
PIP 17.56 ( 15.00~20.00") 17.87(16.00~20.00 ) 0.216 0.829
PEEP 4.89(4.00~5.00) 4.78 (4.00~5.00 ) 0.970 0.332
MAP 11.70(9.70~14.00 ) 11.69 ( 10.00~13.00) 0.269 0.788
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%5 BPD#AEIEBPD AMSSHERIEE
Tab.5 Blood gas analysis of the two groups

A BPD#H 4k BPD g2 P
ABESE 1 KIS AT (n=287)
PH 7.27+0.93 7.27£0.94 £=0.038 0.845
PCO, 4380+ 13.72 41.94£13.09 =0.799 0372
POLM (Q,,05)] 71.00(50.00~117.00) 78.00( 53.00~128.00) Z=1.021 0.307
HCOy 19.68 + 3.87 18.96 + 4.21 £=0.466 0.495
ABEE 2 RILR AT (n=252)
PH 7324012 7.35£0.09 1=2.442 0.119
PCOSM(Q,05)] 39.60(31.70~47.00 ) 36.79 ( 28.00~43.20) 7=1.856 0.063
POM(Q,,05)] 78.20( 64.00~95.00 ) 76.10( 63.50~95.50 ) 7=0.142 0.887
HCO; 19.97 £3.70 19.52+4.15 =1.297 0.256
AR 3 RMSKa47 (n=223)
PH 7.28 £0.10 7.29 £0.89 =1.271 0.261
PCO, 44.19 +13.10 4575 +16.20 1=2.324 0.129
POM (01,Q5)] 80.37( 48.25~107.50 ) 75.50 ( 47.00~87.00 ) 7=0.607 0.544
HCO; 21.06 +4.20 20.95 +4.19 =0.124 0.725

%6 BPD4579EBPD HESERILER,%)
Tab.6 Oxygenation index of two groups(n,%)

TE BPDZH 4k BPD A e P18
ABSEE 1 REATE (n=287) 0.129 0.719

01 < 300 99(75.6) 115(73.7)

0I=300 32(24.4) 41(26.3)
ABREEE 2 REAI(n=252) 0.537 0.464

0l < 300 96(81.4) 104(77.6)

012300 22(18.6) 30(224)
ABRE 3 REAT (n=220) 1.000 0.999

01 <300 89(83.2) 94(832)

0I=300 18(16.8) 19(16.8)

%7 BPD #f54E BPD EfEEFF MBI L IL B (%, n)
Tab.7 Sputum culture of two groups(%,n)
T AR BPD#H JE BPD A e P
Fi 5 TR H B A 51.9(68) 32.7(51) 10.833 0.001
LinEs S AR o] " 183(24) 6.4(10) 9.672 0.002
B2 AT 17.6(23) 6.4(10) 8.695 0.003
Hfl G AFE 26.7(35) 15.4(24) 5.600 0.018
G R 23(3) 1.3(2) 0.423 0.663
EHE 11.5(15) 5.1(8) 3.861 0.079
%8 BPD 4@RKiE BPD ARMEENEF logistic BIISFHER
Tab.8 Multivariate logistic regression of the risk factors for BPD
W& b S, Wald x> P OR 95%CI
WA EFE R 0.001 0.000 5.502 0.019 0.999 0.999~1.000
g™ 0.700 0317 4.866 0.027 0.497 0.267~0.925
PEFEFRBRME 1.110 0321 11.912 0.001 3.033 1.615~5.696
FEVMER 1.407 0.561 6.291 0.012 4.084 1.360~12.261
S P ] 0.005 0.001 41.306 0.000 1.005 1.003~1.006
fiti s ks & 0.358 0.178 4.039 0.044 1.430 1.009~2.027
KA KBRS AR =R BPD
3 3t i RAENEGHEEY MERA 1T 10 KRERE 12

351 IR Lt B 457 3 819, BPD % £ K

BPDRE SR F=H S p— M M fibgeis,, B4 1.26% , Horp GA<<28 J& 28 J&~ .30 &~ 32 i~ 34
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Ji~.<37 J& BPD M RAER 718 19.3%.13.11%
5.62% .0.95%F1 0.09% ,BPD & A= 2[5 B& i (9 38 fin
TR, TEA BT AR AR RE 5 BPD 1Y
KIRRMWER I, 44 NRDS £ )L+ BPD M1k 4
EHENEFJLBPD £4ARE, FEYS 2 HEJUE
Beastla]¥9>28 d KA E H VLBWI Al ELBWI ¥ ke
BEAMHK, BJLRRER, AT BN, Y6
B AbF 24~35 JRE, Bl 2 B A Frg sk 2
B, MR P AR HA , I 2R T T 1 A W AR X R
B EERNEREAR, MYEES  SHEE
- E RIEFAR E R A R B R e,
Fifr ARG K, S R4, S B  3 e ThD AR
A EETHEEZ I, Il & 45 , vl 8 B KA
EHAGST, L ET L, FER R & A R BUE BPD k4
FEERE | R A% FRBE R 7= , 8 By T F&AIK BPD B9 & 4

FERTE A GC AR BRIt & B AN IR i i 2 T v 1k
Yk &= fg PS BARIARYT A B IA NRDS MR B
HE®,fEX T BPD MBI TR il B =R
F GC.7F=J& PS {# I3 | PS i FET[A] \PS 38 AU7E 2
HPERERITEENL, X 5ENIMIRER—
oo PR GC H AW/ BPD £ 4, T
BPD #4H PS | & .PS k¥ =2 B LI Btk
BPD 4%, BPD HAEBJLPS GREEHH B , IFIK
HAERE, TRE PS BRIGIF, Z B E5HMIKRE .
AR BT B A%, Hung S5 1 XK H A LB
R, R RS FREM B IILPRE= R4
HEE ,NRDS & BPD BiRRFEM, HELAHRR
HFRRTHIR BPD RAENEAERE, MIEIREER
FRHITT LA BPD RSN, 3 T FRBTHESR
7 BPD ZAMREEBAFAAEFN, FiE—HIRA
PRSI AT h - 2281 & I 4T IR 3 5 1L R R

RTE 2 B EFRGEITFRE N AUIRRVZHE

IRERPRIEREE, 2 50%M B 15%T 36/F /T,
21 50% K =R R T 32 R LART , (EAEARF R R B UL
SURG/ZRG AEB 1 2380 Apgar PEAMFE 2 4R34 TCHA
BER ZEREFFHERFHARVERU L 2 48
LR TSR EAX,

A TEE(Pa0,/Fi0,) <300 £l bR b W = i
A I BB TR AR, BARTEARTF R 2 H LT
Giit¥25%,{6 BPD 44 &3k BPD LA A BEHi 3 d
Pa0,/Fi0,<300 #7812 F Pa0,/Fi0,=300 &,
B 2 B LA E RS, o BVUE SR
E4RERERI M4 EE B, WESE

(Pa0,)80~100 mmHg, — & ALEk 73 & (PaCO,)35~45
mmHg , {H M7 7R IR R, IR VUBGE S8 EH
o el R 451 40 B B 3G, B E AT IRER P B AR
B E il mREE, REESE, [ PaCoO,ME T
IEEAE, R AV B BRER ILAE , A By F i/ BPD
By R HAFGT P ABERT 3 d IS 458
pH.PCO,.PO, . HCO;7E 2 A AT ¥ E R,
RENMESE BPD KM R E R,
TREBE W HEES B ERG, MILBESE =
A W SGE FE R A BUE R AT R4 i i b R 4a i . B 4
L PN B SRR AN S 47 4 S BUMI G B &
BRG] B2, IS AR AR |
Sk, B3R 2 AT UL, BPD 40 {5 FE 5 95 RN 4 SRR I
P JLL F3E BPD 4, T CPAP B /T
ik BPD 4, CPAP {E A TLRIME R, 454 PS M
H, R INSURE #2 R , 8T LA 2 & 1 Bl 46 45 B &
A AR SR AN HUBGE SR ST ERR (B R D
WA T PEEP, R E R HTIGERSE B
IR G, B S R ME RS , W& o) e
WSRO, 2 E 1993 ZF 2006 4E BPD IR 4 H
BAEREEREIR 4.3% 460, (BFEARFE P 3 Hi =
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