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HAA b 2 58 i & & A K (bronchopulmonary
dysplasia, BPD) J& —# Z A R #fi . HJE BPD 195
FEAR ik 25 060 A7 T LA B e FE R LA ) i
I A IE B AF R I KUK BPD B LI L
FIAT Sy I Bk 14 & A % o B 1 ™ o IR 9 & e L
il TR S 3BT+ ia vl

B AR A3 B AL R R e A AR T
f& LR A1 6 UG B9 B 98 46 W], BPD 5 A #5058 1 35t 4%
Sy, vh BE K @ BF BPD [ 3 % B AT 36 50% ~
80%.Jf H BPD M KW A E M B Ak 22 5%, H
NORTHWAY Z57F 1967 4E 1 ¥ BPD i ik 2 iF 1t
FALEAAE (RDS) 22 UL S5 04 1l 35 2 05 LA
FLIG PR 83 12 Webr o K BLATL ) R ovs IR AR 2 & A T
AR BPD” il B 18] 5 A £F 4 4k b R 40 45
P 1T LS A= 0 i 3 Bk = 98 5 b i i e e 7 RHL W
T it A i 55 % B AN B U B Ry L T g R S
I3 T B E 5T B N R 2 OCTE S BPD
I AR G A ) 2ok B Sl A 5 2 08 i SR 6 1Y
HE RS o A0 45 7 /DS BRUBE B A Il R BF 5% o i 58 BPD
iz 3 3 [0, 328 F 4x 3 IR 41 56 B BF 5T (genome-wide
association study, GWAS)™ 1 4 & ) 5 4 F Bt
RE BPD 3 e Ll . A SOR 55k B il BPD )
s AL B B 5T 7 T R 2 L JF 4R Ok ok 56 T BPD
18 1% 2 AL B T RE A5 D 1] .

1 BREFEMEY K (pulmonary surfactant,PS)

PS BB % [ {1 M 96 35 a7 5K g JF FHA S e 96 1 1Y
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Yt SP-A 13 P Ry 7E e o R I 5% E B SP-Al
M SP-A2, TEEMMINE FRERT 2N L2510
L Hoh SP-AL 5 A T 6A6 5 BPD ) EEA
FORE P E R H IS LB SP-A S A 1580C/ T
5= LR ROV I 8 25 A AR (RDS) A B 35 SR B,

SP-B J&TE & 2% TG MW 0 AR 2 MR LS
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SP-B 3% [H B 1 /N A SR ERP I A . AR G
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M2 &5 BPD 7 X, A-del-C-A H {5 R 73 #7 R B,
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2y 27 kb IR R BT M DR AR E AAGG, th 534 5% BPD
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RIEN U TNF-o 19774, N4 SP-D ) 3%
i SETPD, HAMNE F41 & 270 3 4~ SNP., i 28437 g5 7]
SR % 35 DR T G B 1 SR R T . B 2R i 3 TR Y R
60 AR I B TC T W R e L {H SPAE 4 i A ) 30 R
CIR RL RN SN 21 DA -2, i o A 1 R W = I
TE N M R S8 5w R E TP R R B AR Y
gEARLIIS
2 REHEXYRK

B P S W RSP B S BPD B 15 SRR AF 2
— BT LRI R LR S e R G R R B R
P ARFE SR e B A LR B M E . B R &
P LA PR A F 0 4 5 m] BE FE BPD 5 B i A
M.
2.1 G AH AN N T
2.1.1 E AR s K+ (MIF)  MIF & —ff
P58 40 I IR 1~ 76 S0 48 1k B B A R O B A T
MIF 75 5 [ I 200 i ™ 24 240 i R R4 2 T 9k 2 400 e
W45 . MIF Gl B /0y BB 7 ) P I S 38 R BE T2 38 1 1y
IS o8 AR DG 5 R A I 4 o B AR K BT (VEGE) #it SP
TN BGE A SE IR B MIF S 1 A B4R Y 24 3
U, MIF 3 g 3h F X3 1 4> SNP(173G/C)
A LR TR KO3 R L 1 TG % R R S BPD SE R Y
INBEARBFIE R & A 1% SNP AN R A B A% 1) BPD
Sy REN
2.1.2 T3 & (interferon, INF) INF-y HA PiIs
B P A % SR KO X S 2 A DG B B TR A T 0z 1 A
FEMER . TEN-y(874) A & o B PR AE AR 1 A A ot o L
ol B ERA T TEN-y (874) T S5 v ik R 445 77 2 U 52 3]
PRI $ER TEN-y (874) A 45 o JE IR 1 45 7 R 25 7T fig
B R
2.1.3 HAMEA R ZES SN (L-IRN) 1L
IRN E 40 A R-1 K n)— 5, A %1
FE I N e FR G R R M R N A R AR .
IL-1RN BEH 25 2 DN 74 86 bp B H 1y nl 248 5
WEEFI(VNTROMZ S5 Hh 5 a4 M EEKX
3§ %) B o 5 RS R (IR BPD ) & kL i 5 2
A A X 3ol 1 A O 5 R e A AR 11 5 S A
2.1.4 PREIRIE T a(TNF-o)  TNF-o 50042 48
20 L R P R, AR R R W TP R AR A . 7
BPD L7 JL 14 Jifi 9 9 Ve W TNF-o 2K F I K
-1 TNF-o ] BEAN BPD & A 1) i [ M A0 ™ 51 i
TNF-o Hif& W 4 FF BPD fif97"" . 7 TNF-o 3%
P 5" %6 3 8l 1/ 36 58 7 X A7 78 2 4~ SNP i 14,
TNF-a-238 i #i /) SNP 5 BPD B &k FEAR A 26,
TNF-a-308 {7 i i T 4% 55 2 4 57 i » X327 1 1 B 58
B4 % SNP 1] fiff TNF-o 2235 7K T+ 55 o fH X%
SNP FIl BPD % g 2 0] & 1k ¢ & 1 BF 50 45 SR A7 7
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SRt
2.2 b s A G W) I
2.2.1 Toll #:5Zk(Toll-like receptor, TLR) TLR
AR S G g R b i s R A SN B2 AR AE At
R R R ML S AR AR . 1 T XN
ERABEIFFE KB TLR4-299 4 5 B 5 BPD
AR OC M (AR 2F 22 O RE I BF 5 P ) ok kB
TLRA 3 W £ & 5 BPD % B Z ) 1 56 5,
TLR10 &Mtk & A TLR, IR 2 807 5 5 5
7= B W AT M OGP A B SE & B TLR6 SNP i f4
rs5743827 5 BPD i) % H A5 %2,
2.2.2 HE#EW4 R %ER(MBL)  MBL JE—Ffl iR
J AR s E AR R S 1 o g ok IR R IE . AR
i H R EE R Oy MBL2, 7 T H 485 X 1 3 A~ 2
BALEAE B F X — A2 B0 R8O E AW R
kKA, X EBEE - AR T XA SNP
(rs1800450) Fl i ol F X ) SNP (rs7096206) 5 BPD
A AR,
2.2.3 AEHMMBURE A K (HLA)  HLA JKH
fPF 6 S Y iR K2 4 Mb, i i A2 24 41
MR A RE I (MHC), th— 251 %% i 8 i 5L
DR R 57 A 8 B e B 2 A5, HLA BRI E %538 3
J5. HLA-T RN X HLA-AB.C.E.F.G %
VA E R 0 e s o i /e < S 2 1 U
WF5E & 2 3 HLA-A" 68 . HLA-B* 51 fil HLA-
C" 14 # 58 mE 1 BPD 5 Bt i 3 Lk, 488 | &
o it AR AT RE S BPD g #l kAR A 0,
3 @RSMNER(ECM) X R

ECM () 5 % & #3 & BPD iy — M hr i R4 1E 2
— . ECM & (¥ B & 2% 1) £F 2 W) 2% , L8 1 40 if 2
M GEB ALK, 5 ECM 338 A 56 1Y Ak 22 5 IR 1 45
L5 BPD iy &4 & vl fE A LK,
3.1 EIFAR BB (dystroglycan,DG) DG 2 1 f
AN EE T2 A AR 1 R T IZ A B L A
45 A0 R TR 25 R IR L AN M A R 495 18 v
HEEAEH . DG ANl _E K FOF 18 LA s B 3%
K25 EEBERA, LR R MR . 7E R
20 0 e 200 L A R T 37 R A A8 05 0 48 B A G T il
PRGN e SR A G, RS
RI DG HEFH ) — A 2 B A7 5 (N494H) 1) 26 4 35
A5 &5 = 1) BPD By A SCEE
3.2 HAbAEKETF-Bl (TGF-A1)  TGF-B1 & —ff
2 YJRE 0 A0 PR 7 6 40 0 A K A A L g KA i
AL A R AR . T DL A0 i A K
DR m b i I 7, S8 gifb k4.
BPD & LRl E P W il 4 20 S i i 38 & BT TGF-
Bl My ik . TEHTAE KBy 4 2% 58 [F] I 25 37 A 1k
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Pt TGF-R1 Hufa 1150, T LAAT 5 BH W7 il 2F 24 6 1 & A=
AR AT S R A AT T R I (S D)
TGF-B1 JE[H SNP BI#FFE i R &K 35 BPD 5 ik A
SRR L g oo

3.3 HFE4EEAM(MMPs) MMPs & —K e
P A K TR M  FE I A 255 JEC RS R 4 if 41 35 T B
(9 KT . LT RE FE fiF ECM 1 BT 1878 . MMPs il
it FE A ECM 19453 R #F ECM Bt VEGF il i
L7 A0 AR K IR (bFEGF ) 25 ) i o 38 1fn 4% 26 . %
TEMAR R38R M Y+ 1 40 A =18 M f% R
BPD #5 /N B BF 98 & B, MMP-9 1 36 4 3% Jin &5
BPD & i A 5%, 11 MIMP-9 G5l ¢ 2 I =0 fili 30 & & A
450 % F MMP-2, MMP-14, MMP-16 3X 3 /> &
K1 9 4~ SNP {37 55 BPD S 8Pk 1) S HK ¢ &R 1B 5%
FHW], MMP-16 (rs2664352) Hl(rs2664349)2 4~ SNP
{5 AT AR BPD 5 8k . 76 il 6 & 75 52 BHL 1 31 4
B, MMP-16 mRNA ik K F AL .

3.4 EALE BB (Spock2)  Spock? B KL & E
P T 1) A4 i A/ 55 o R i AR L B R R AR R/
BRIR L WERF R WA 4 . i fid 424 4> 3L 1) 0 &
S v ol T[N = I 7 /) S A
Spock2 5 MMP-14 #il MMP-16 4 M B A/ . #E 1 5
X%F BPD [ KT GWAS [ 55 Hh » Spock2 35 [F] 2 M
— W R B BPD Gy 3L L FE RTS8 U R L
SNP(rs1245560) 5 BPD 74 /& J& #H 56 ¥, 3 H sh ¥ 52
B it — 2B AR A T & T A 0 R B4 i 2H 4 ik
mRNA {835 K Fh 5 10w 5% 88 )5 it 41 41
AN mRNA AR EJRY . migE s 2w
Fh [ 2 3 O BF 5T U & 3 . Spock2 (9 A Bl 2L L
A JE AW L, H KGR TN M 5 BPD A1 ROP i ™ 2
BEAH G .

3.5 £ 1(FN1)  FN1 & ECM 9 —Fh ik 4,
JUEZ A T AR LR )Z . B S H A ECM
A R AR By 43+ (o TGE-B1 #1 VEGF) 4
HAEM IR AT 2 RO 5 S . B FNL 3 7] B 7R
BPD (% % J@é rh A 45 8 A . % v 40 2 88 09 /)N BN
20 M % A B R Y I 58 & B, FNT mRNA Fl& 115 1
FBAKFEE TR FNL mRNA 7 BPD LA g %35
KAl 2 T

4 EKEF

4.1 MBEHNEAEKKNT(VEGE) VEGF i # i %
DAL B2 24 1 38 B R AT B 4R R I O M A I A R
Aw CILAE A R RN I A T O O R bl O R AR .
BPD &Ll VEGF /KB, VEGF 32 4 417 i 71
A/ il Gl I A R A8 M 9 A 0 R 2 B i 9
AR e i AR D 52 05 BPD AR AL i BRLRRAE
1 THF5E & B VEGF-460CC 4fi & 5 A B ffi BPD b &%

1409

PEREAR B 58 N 03 4 D 3% 25 TR 80 fef 5 3 09 9% M 3
o o3 1 BUFFE A ZIEE K 6 4~ SNP i 25 5 BPD 4
JECE Y S IR BF Y R B, — 634C > G i BPD 5 &
HagEo

4.2 MAgEApERKEFZE 4(FGFR-4)  TEL R
REILHZNMN LI & F b, mer 48 40 M A K F
(FGF) {5 5 38 B T 41 Jfd 19 3% 5 13T 7% ke o 22 1% o 4
R . BRETERIAMKAN FGFR W ILA 4 D (FG-
FR 1~4) , H 4 i i & (4460 T 40 Ml 55 A — > g
R BESE M. FGFR 1~4 16 1 & 7 1 6] % e
sk B R EEMEEN. HE &8 FGFRA4 [
SNP i 5 rs1966265 fifi BPD 5 gk s g =1 |

4.3 AR D ZAKECVDR) VDR 2 — 2 F ARG
SR T A FR D O 3 AR B ) B8 i A2 1R K
M. 4R R D AR IUNE & E A0 58 o ik SR R S
P T R R BN, AHRINAI4EAZR D
S VR T M 96 IT 280 400 34 4 1 A K PR 22— I R il
70 b Bz 240 6 0 it () S ) A BV R R S I R A T
A 20 A JR T, DT 38 SP R B R U /D il 16 R R
MR R, X VDR JERE 4 A FRE N VI B 2
AWM BEGE & B, Fok 1 Z &M A5 BPD 5 B %
g

5 H  ft
5.1 —HMLAS U (NOS) 50 &1 & Bels i i
kT MR BPD LB BRHIE Z — . — AL R

LA WA M 5K A Thee. 1 DB M iF o8 K BN
Pk NOS SN E 7 A48 F MK 5 UTR 1
A~ SNP 7 5 (rs2070744, rs 1799983) # J& BPD fi4 4l
SEfE R R DY,

K 2R A UG5 NOS 589 455 A1 R IR ) LK
SR I HL T % M4 T 9 VR A R . M =R B
Jit 2 24 3% G T A0 5 1Y) 2 T R 2R G LI 2B — 45
1 NOS A1 NO A i 40 M8 T BF 58 & BLAL TG
R A MREE-1 B 3 7 X SNP 7 R
(rs2781666) 5B 1E BPD & L He &l 3 bk = A 2%
KR,

5.2 M EKEEAR(ACE)  ACE # {# Il 8 ik
A5 B /R DT 39 K il 487 BEL g Fn i . B SR R BE L R
FERREE 12 JA B, i Jid v B W] & 0 2] ACE ) 36, 75
BPD Ll k5 2] ACE (3635 TR i H 3L A
[)— 4~ SNP {37 /5 rs8066114 fif BPD b B 1 am e,

5.3 ALY BALEE (SOD) i 1 4 AT S B0 45
33X & BPD &9 AL i) B 22 07 . SOD /] DL B
WA . HEWF 9 & B SOD3 (rs2536512) DL M
SOD3 Ky 2o f% f& H (rs8192287, rs2536512 il
rs1799895) 54k i) BPD 5 J& kA KB, 1 SOD2
) BAAE R TR (rs4880 Al rs5746136) M i BPD 5 & 1
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g,
5.4 AT IRHIEEBLE(GST)  GST "] Ll LBRTE
AN W R T A A F AR B, GSTML Ml
GSTTI Jy 4wt WA~ GST [A] TR 35 . iF 58 & B3t
T2 35 DR ) G 3k 45 o7 3 TR RY ] B 5 R LR N B
B BPD Gy A CEE
5.5 BEm PV 4 A%EEm 7 VA SE R hE VL,
WFFE & B hF\I-323 7 8 146 A/ 2k 2 &5 Pl BPD
Ty IRAEREAR
AN G AESRBFIT N B i RNA 23K 4 i A
BEHTA T EZ R I LI TR 278 BPD {34 5§
S vh 22 { R IB W4 F L L ANAE BPD R e
FIR MG G HYUE K R (CTGE) ™ | 2F %5 il J5 BT
Pram il -1(PAT-1) Y 45 45 41 29 A0 K 41 i A 4 S 1k
FRicH I il o 40 A 2 i H R (KL-6) %, DL 7
BPD (R IR 3% 5k 19 85 8 715 5 I A 0G|
A TE fRy SRR R 1 KBRS B i KGR 8 AR R I
W DNA B JEALEG " 4, X 24 7 22 5 R R LA
HE— 5T
25 LR R T E R R T K S
BPD % AH 5 Y 3 R, 3 86 38 ] 1) 72 ) 4 5 SP 4 28
T 96 M R A 569 iV ECM A 564 5 A K B L
I K T W L 6 T M AR T R VR R R W 5 LA
F At 5 BPD ﬁﬁ*ﬁa‘éﬂ@%ﬁﬁo BPD ZEH FREA
BRI TE 528 B T & T BRI 58 18 &M pk
IR B L AE il k& WA K A8 ek A rp ol T
ERIM BE R AT e 5 BPD &k A 0% 3k ff & R ok 81 %
MUBEFE T 0. SR 2 H | N 1k . %5 A4S A & BPD (1 43
T AL B BT 5% 45 5 22 18] — SO B AIK L i B2 A
MBI FE 45 e . o B AR £ 0F 9 R oG K T
5 ﬁ%ﬁ%?ﬂﬁﬁxéﬁﬁﬁﬁm%%,ﬁﬁ
W FE 45 030 7 BRI A S 2l W 5 50 45 n DL IE
I H .5 BPD #H 56 iy B B A8 S5 /3 [ 78 A 5] 1Y) F %/
RGP AATE2E 5. Bl & i D P F AR 1 B, BF 5%
3 BB [7) B BIF 5 B80T P 3 PR AR S A, TT L L
R B 5 F 23 TN 5. 5 BPD AH OC  HT fi% E Jk
PURE 2 AT TR L

2% 3k
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