860 FTHREF 2021 5% 50 5% 5 M

s
. éa‘: JZ'S * doi:10. 3969/j. issn. 1671-8348. 2021. 05. 032
WM& E % https://kns. cnki. net/kems/detail/50. 1097. R. 20201010. 0928. 002. htm1(2020-10-10)

SPOCK2 HEEZSEEZX[SEMEEARHNKXAARHIR

XNEWT,H I s, KRR F R
(AR IRFWEBER/ 2485 —AKRERILA 650032)

[(ME] MAHEILEFOLREMARE®RY R SR, %M'aﬁw%%F}Lﬁu#ﬂ&&i@:ﬁ)muﬁ
FE AL AT RE(BPD) M A B Rl R E e m AR LR RF O A —, L LB HRE
AR CBNMBEZHEXAYRET TE, B AR BPD AUH A B aT# £ ILA E 4 & LA Bk ey kMR AZ
—. $JHR AW, SPCOK2 A K % A5 BPD #9 & % B4 %, Lt SPOCK2 A B % &M 5 F )L BPD
848 K BT R PR T LSRR,

[£43E] SPOCK2; 4 H %

[REZESES] R722.6

AWM, X AETMEAFTRE;F 7L
[cEtfRIZAE] A [XEHE] 1671-8348(2021)05-0860-05

Relation ship study progress of SPOCKZ gene polymorphism and

bronchopulmonary dysplasia”
LIU Ligiao s XIAO Shasha sMI Hongying”
(Department of Pediatrics ,Af filiated Hospital of Kunming University of Science and Technology/
the First Hospital of Yunnan Province , Kunming ,Yunnan 650032,China)

[Abstract] With the development of neonatal medicine and the application of pulmonary surfactant,
more and more premature and very low birth weight infants are surviving. However, the incidence rate of
bronchopulmonary dysplasia (BPD) is increasing year by year. As the most difficult problem of premature in-
fants,the pathogenesis is not yet fully understood,and there is still no specific drugs and treatment methods
for this disease. Therefore,to study the pathogenesis of BPD is one of the most challenging and hot topics for
neonatal pediatricians. A number of studies have shown that SPOCK2 gene polymorphism is closely related to
the incidence of BPD. This article reviewed the research progress on the relationship between SPOCK2 gene
polymorphism and BPD in preterm infants.

[Key words] SPOCK2;gene polymorphism;bronchopulmonary dysplasia;premature infant

B B A B2 27 B NTCU B AR B AS I % i, A A1
AR LAV A AR LA A2 16 R 0 8 42 5, R
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SRR T 40 MR S S 5 R AR BIF 5 SR G AR ) 2
SR PSSO 5 v R DR AR T B R A 2 R EE E
DIREMCAE . IEAF ok — S HHSE 3L I 2 & 7E BPD &
RSB THERH 28 EY. BPD C 8 E S
LGS Y 2 2 L RGE R R A 06, i A R 2 A
K F (VEGF) , fiti ¥ 3% T8 & 1 4 5t A ¢ & 11 (SPs) |
A A KN F-R1CTGF-B1) K % 1 7% 7 % 14 D(SFT-
PD)SER HZ B X i e JE H 5 BPD W6 &
T — LA, Hh S E 2(SPOCK2) K& A4 9l 52 5%
T HH 5 BPD KA 56 R M AN 58 208 4 PRI AR 3¢
#t SPOCK2 £ H 2 & 1E 5 K77 )L BPD M AH & P 52
HE BT LILER
1 %F SPOCK2

SPOCK2, Xk Testican-2, J& T~ J& Fi 40 Il 4 11 %%
% (secreted protein, acidic, cysteine-rich, SPARC) i
12—, SPARC [1E 12 75 20 i 358 5 | J&] 09 20k 2 L 1
T 285 B R0 A4 - 5 TR B A FH A 2R 2 i B b R AR
Fi. HArE &M F IR Yk SPOCK-1., SPOCK-2 Al
SPOCK-3; SPOCK2 5 HJ#¢ 1 3 S8 v v 1) — b K i
LT R/ OB IR A 20 5 ORTE T E A cD-
NA CFER R, BE5PRMAE R AL, HEjfE A2
F B 5 | S8 0 B L A R O 8 e R R TR Y
ik, BEFE RN 0 FLRR R L5 R R L 45 R R
TE MBS SPOCK? (4 F Ik AL 8 b1 A 621,
2 SPOCK2 By B #Z% H 8 % & (single nucleotide
polymorphism,SNP) 5 BPD

HADCHOUEL 2" 5 M 22 3] SPOCK2 A
TE R BRI ) 5 2 3k, IF & 8 SPOCK2 /& BPD & 4=
) — A KRS KL, SPOCK2 2K | /Y SNP rs1049269
I SEBEAL L T Fl A (P = 0. 025,0R = 1. 79), il
rs1245560 fIKEEKAE AR A (P =0.02.0R =1. 85) I
JEM A (P =0.007,0R =2. 43) H#4A7 IL, 3f H X Ff
KIRAEFLEE BPD &L If ok B, HAEh-E [ BDP
B R B, T BPD A2 AL 5% 0 , 1 vh- 1
B i 32 AL DR 3 I 520 O T 3R G0 P 538t A5 0 AR AIR
A R T LR b EE BPD [0, WANG 450
T T — T3 TR R 09 5 0, R JH 4 56 TR 2 O HK i
%% (genome-wide association study, GWAS) 1% T 4p
T2 R S o B TG T B E T
SNP. 45 RBE A fE 3 R4l B F K EEwEh S
F-T BPD A C Y SNP, 3% A 1 E H BE 1 &
M. X FREAEME R ERMS BPD ALK 27 4
SNPs, WEmHEMHE A D (SFTPD) , H 40 i/ %-18
(IL-18) B ALY B b B 3 (SOD3) (& i 4 )8 H A
fii-16 (MMP-16) Kk # E L(SELL) %) P<<0. 1.7t
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GiiteeE X, P9I oA P BE S BPD AHOGHY SNP
J& rs118078182, X J& — Fi 7E & & iy Jifi [] i1 v 3% 3k
s R H R TR MR A B R AR, B
FS TR A A B . 5 e ) 2 A,
PLPABE/NT 5X10°° B A5 o X 1 4 38 P 41k 136K 5
JURG SRR 5 R LG i E B L. WA, MAHL-
MAN 2178 BPD ) GWAS H & 3, 54 —4> SNP
TR B A Y 4 Ik R A 2 KT ARV 2 B R
KL BFSE & B P -T BE BPD 5 SNP rs11265269 22
] £ 7E B S W5 s P G I, I FLIXCRP IR R 76 2% 22 AR
BEMAEMNEZEILT AR T E R, RE RN
GWAS 55 To— M4 B — By & il , 3 H b — 2L 7] 2
RET HIEWXBAE S, a0, /£ GWAS iR 5
BPD #5#) SNP #,RASGFRI1 (44 Ras & A 4 7
P I 0 A TR B PR T 1) N B9 SNP 1] g K B IE
F SR RS 7 T 3% 55 1R B3 1 oAl SNP #E BPD 11
JeHl GWAS Hh BR CHAF 5, b, Hofth — 2L B A
PR PEAOC SNP B 3L H aT RE7E A= 4% 1 5 BPD Al
. lhn, ©H SGCD A (Fa i3 LR M 5 <36 )
RIPEAHSE, % — ik 72 5 COPD B EH W Mishfie T A
O, 3 4 3 T L R R %) WIF 5 Ok T Al ax 2B 3k R AR
BPD i fE/EH .

WANG %8 78 b 47 56 K 4y B %2 B . 3 40 43
BrAgET 3 AR i T 4 A FRE BRI, 23 Bt &
eI LB PUPEA 2L B A ARDE A, I
LR B A B R P G 1 SNP R &, L AE
R O & 30 19 DG 3K A 5 1) SNP rs6988306 7
HAb AR G HEE s MAHLMAN %5 B 53 i 56
BRI rs11265269 WL ALAE I 22 A H Rk [ 9 35 O 76 22
LR8N T, RS R E MR A B e
i 7% Y BPD X Bl AR L 28 il 2 5 /9 5 L O HL S5 B
A58t o BPD HoAg B 8 Al ik 22 SN B AR
] Al i BPD 5 SPOCK2 fY 3 PR A 56 1 38 75 F —
HAUESE
3 SPOCK2 7 BPD H A GE B9 1E A #L %l
3.1 SPOCK2 5 MMPs

HADCHOUEL %" W22 8] SPOCK2 3 K 7F Kk
SRS e e ik, T ELAE i Y & B i #E b SPOCK2 mR-
NA KA b 3. — Bk ik, il ot Ak 3l 5 & A 72 K
RS 4~21 KA & B SPOCK2 A A 3 35 75 it
RE IR A TOUL A B B B 3 3k 7K P Al B, i A
WAL BT 4h 3 T 755 18 K 3 ik /K 7 ik 5] i
B, —EIFZ 25 28 K, B G AR 2 18 5 7 A= B K
T X R it kB M L S SPOCK2 % U1 AH ¢,
HADCHOUEL %34 % Bl SPOCK2 2 iy fiti J 2T 4k 21
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JHL N F A0 L I L SR SRR A L 3 R AE P A 4
LA JE B CECMD H, 4328 5 S B 58 k. SPOCK2 7
A ECM i3k,

FHBF 5 £ B SPOCK2 5 3 fF 4 8 & (A W
(MMP)-2 MMP-14 ,MMP-16 1 B AE J1 . 7 it & &
B CHAE I 9E 5 BPD WU A X 3 H FIEfE &
B, MMP-2 78 %K 9% 43 B 3 B vh 78 24 5 2 2R
[ i, SPOCK1 I SPOCK3 #af 4l ] MMP-14 #i
MMP-16, 3 ¥ pro-MMP-2 /K fi#t Ji& 1% £ B =X, 1
SPOCK2 3@ 5+ H: NH2 K 3 4% 25 #9 58 5 SPOCK3
1) COOH 7R % 45 A8 Bl 45 5, T B 3 B0 40 A4 1 A
45 MMP-2 8% 3005 » 5 242 3 ECM 11 B ff #1240 i
MR R R 28N . it — 58 SPOCK2 7Efili & &
R PR RS R MMP-2 #0355, HAD-
CHOUEL %"Vt 7 SPOCK2 4675 & 41 T
FTEZS S Xt MMP-2 189 38006 18 1, 45 R B8 5 2 i
A — 3 AR S R BB K B MMP-2 76 1
WL M AT MMP-2 (435 P B 80 L (B 7E 2
SASRAET TR A B ER K S RN S PR R s 2
1] MMP-2 (438006 00 B % 22 5, 36 F ik, i i1l
SPOCK2 TEfitiifl & & (9 /E I 7T g 5 MMP-2 ¥ 1
A K AR T = AR AR R EDIE L AR B R R IA
3.2 SPOCK2 L M & g 2m i 44k

it — 5T SPOCK2 7 fili % & i # b iV A
HADCHOUEL 25" %34 7 Wi fh/IN BB RL, — Fh 4
FiAE 1 SPOCK2 $i A, — Fofr i iak 7 & TR /) BB A o 3
1R 85 T 1 SPOCK2 3k o AT 5 S50 5% 4 44 0 il 2 i)
SPOCK2 ) K35, 76 i & 4 18 F 55 /0 BB,
SPOCK2 FiL A& 16 J7 nl & 3 o038 il 0 & i, SPOCK?2
Ao B 2R3k AR T A N A A A 1 4 B i vt
BB IR T I RE SR A AR X IS R
SPOCK2 X fiti il & & WA FAE W T A 0.
Jo H IS AE W5 45 )5 5 $m o AE BPD SOk i 7
X AN 2 2k 4 AR T M A R R O
WY T T W I F I 3R 5k A S 09 TR v S 1 A
CATD A1 IT RS | H Bl v 40 i C AT 2) 22 [ i SF- £

AWEFEUESE T AT2 764 & ol 82 Xl 45 5 724
AT (R4 ™, 1 SPOCK2 & AT2 [ AT1 #1k
AR R L BE S R Y AT2 4 7 I 1 B
if ., SPOCK2 2 #k H e 1] AT1 B9 564346 . i 24 AT2
2 M 7 R R eI 35 R L SPOCK 2 Y 26 35 7K F I 6
AR e e B R DRI R X BRI R i 0 A7 0
A3 #Hr, HADCHOUEL %"V §IEBH T SPOCK2 1 fili
R T A AR, X 7E Bl 30 405 J5 R B o B
[] Bf 48 7R LA BPD B 8% o 1 4 H S 3 8 2% 2% mp
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AESE T AT2 M AT 401 = [8] (4 2 M A 5 H 2 i
B Z RS AT2 41 Mk E 47 240 i 3G 5 AE & L X 2
TR AT RN fi 2 TR B BT 6 T I X B R
HE— 25 B BF G2 RAE S
3.3 i P9 RNA(miRNAs) 7T & 2 #7 4 )L BPD
W AR E S

W5 & B rs1049269 X 4~ SNP fi & fi T
SPOCK2 J:R 1 3" UTR X 38, AR 5% 16 #i 0 n] g 2>
I miRNA 9254 . 81 SPOCK2 3 [H (1) )5 % stk
L XS BPD B A& AR K JE S A, miRNAs &
FHNEMIES S RNA, K2 20~22 MR, miR-
NAs AN fith 8 1, {H 78 56 K 3%k b & 4% 1+ 4y 8 24
FH o 2R A B S RV SR TR KT IR 4 S TR R Gk
KB4y miRNAs 7 F N & F X, DB FAME T IX,
miRNAs B7ER N B RNA R4 0 [ 5 5 M%) miR-
NAs (primary miRNAs, pri-miRNAs), pri-miRNAs
£ Drosha-DGCRS8 & & ¥ (9 4F H T B B A7 &k Je 45
B 7§ & miRNAs (precursor miRNAs, pre-miR-
NAs) , 5% 12 1 5 (exportin-5) 25 & 512 2 40 i
J5 . Jf 1 Dicer B 87 V1B A4 1) miRNA (miRNA-
3p Al miRNA-5p) ., iX J& & A T premiRNAs 1Y 7 #b
M 2555 . S0 S S5 A i, AR R — SRR ]
P 9 188 miRNAs, miRNAs 5 RNA S8R &
4% (RNA-induced silencing complex RISC)# 4, il
it H 5 AR 2~8 (il S mRNA 3'UTR 45
B o T T 00 )L PR ) T 36 (R I i o AT D )
WA F k., E#H 4L BPD i, WU %78 15 {7 % IR
U 15 6] BPD BILH . 4} 365 4~ miRNAs #E47 T 0
LR A 4 4 miRNAs (miR-152, miR-30a-3p,
miR-133b, fl miR-7) I T FH M EIL, KK LW
ZWARE T i & T i AR T miRNA 3 2598 55 F13 fh
P35, HU 2659 % B miR-29a A9 F 8 7 LA At [a] 45 5
GABL 235, Uk /> 20 A I 7 5 o] 38 34 7 L o ¢ BHL A%
BPD % J&. SHAH %" % B miR-184-3p Myt %
AR T BPD Jifi =AY, 1 T 98 miR-184-3p AY 3R ik 2k
37 BPD R E TP D GE., LR AFIE R
NI Y miRNAs B8 42 L BPD (1) 45 5 4 & 1T
AT, ok 5L BE Y S8 o 98 O s B PCR R 4 #r
SPOCK2 1 3k /K, F Al BB 5% 3 7 rs1049269
PSS A1 3 D miRNAs (miR-194, miR-939 7l
miR-449b) ) F KK, #RB SPOCK2 3 [H J¢ 5 % &
3'UTR 454 B miRNAs 78 o BB 5 235 K P48
1k, 231 SNP % miRNAs 5 SPOCK2 3 [K 25 & 1 (1
L 25 R SOPCK2 3 [H £ &MV 45 rs1049269
AG FEHAVFN G % v 3 R 5 BPD A 5%, /& BPD
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K fE PR R L AE T B 5T A I A D
PR UL i A HE AT rs1049269 5K [R) 2 B BPD (1 AH 5 P
SHr. WeAh . T rs1049269 £ T SPOCK2 A 1y 3/
UTR B3, 4 00 32 A 5 7T A8 38 5 52 M 58 28 miRNAs
[l SPOCK2 45 4 #E 1 5% i SPOCK2 9 # 3k, {H X
ATh 5 HEAT R B B R REAS it 8 A 5 S0 F
4 B 2

2i b ik, SPOCK2 5 BPD (4 ¢ 1 B A 45 R
ARG, 4L PR SCIC A 5 o O R & AR SE 1Y SNP 7
JEHT 7R BPD AT RE R & R BN S N A T i
2 FE R A 3 BB IG o AR T E TT RRE A 1) A 5 R0 B OR
AW S 8 i DL E . =4 Rk, 3T BPD 943
TR AL 2 AE G 45 5 TR — M WA AR, W T8 2 A i F
R NN ZRGEF S JRHEE A S
%50 » BPD X 8 LAY 52 ) Al Rk 22 8 A~ B L 2
BAF S L BB B F 92 48 7R - BPD 8 7 L& R 18 bk
BH ZE 1 il 52 6 (COPD) B RS 488 K, 3 2 — i il A
S iy B Bl B L JL T T A R IR T kT
Uk, WF5E BPD 11 & 95 AL ) 547 3 Rl PR A S A A Bl
BARRES AW 5 & R, SPOCK2 5 H £ &1
5 BPD 1 ¢ R W 58 23 ok MR A, O B B A L Oy
BPD # & HLH 36 T7 B2 A Ay S8 26 R0 5 1wl
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