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2kl k2t A i 58 % L A K NEAT1, miR-204 Fil
MMP-9 14 3% 7KF- B Il AR & X

T 4% R OFC, RhEc, Kot
(EERERIR MBI st IR BE BT a. 2028 b IHALNEL: o BIBFIEMESMRE, Jb5t 100038 )

B E: B % 2MEENRES4E (acute coronary syndrome, ACS) &% i SNibik'g 442 % $E 6945 %4 1 (Nuclera-
enriched autosomal transcript, NEAT1), ## />4 ¥4 8 (microRNA, miR)-204 F= 3k i & /% % & B (metalloproteinase,
MMP) -9 8 F & K, FAF 5 H 3T ACS 695 Wi 18, AT B 5 s T = TR A FE #2020 5 A ~ 2021
F5ATAMEMAKRFW B FTHLIZERS B A ACS 89 120 7] B F4VE 4 523640, H P 4048 LiE st (acute myocardial
infarction, AMI) &# 72 4], RFE&T L% (unstable angina, UA) &4 48 #; FH RFTIRE Y E L B FH
108 414k A5 4 4E 4 Control 48, AR BUATH B3 £ 09 de R INBEAR, 51 RIA B4 55 A= Western blot 558 iZ ik . B 3K
) & 4R B J 9S4k B RNA, KA qRT-PCR & 450 4 ik 4k NEAT1 #= miR-204 #9 & iA 7K -F, KA Western blot # ) #h
AR MMP-9 % & & A K-F, & Pearson A8 % 547 B # 9 ik 4k NEAT1, miR-204 #= MMP-9 /K- 5 5% % /= & 42 i 5
( Gensini ¥4 ) Z ] #9485 M, Logistic )2 B2 A 3] 7 #h ik 4k NEAT1, miR-204 = MMP-9 52 & 7T 4 45 B ACS 9 %%
ZREERE, 2R 2RE TR (ROC) W&, RBEBHEXTER (AUC) S =H A A KF25 ACS R E P EA L)
FRMMAL, ER AR BAENRS), sk k 246 R YR &4 M, Western blot 458 27, CD63 #» CD81 & &
Jeshikik b 2 3% %k, Control 22 NEATI, miR-204 F= MMP-9 Fik K-F 2 %1% 0.62+0. 08, 1.02+0.20 #= 0.97+0.15,
UA 4% 4 NEAT1, miR-204 & i&AK-F 454 0.65+0.11, 1.05£0.18, 5 Control ZL1L& £ F L4t 5 & L (1=2.790,
3.225, P> 0.05), 7 MMP-9 & kKT (1.15£0.20 ) 4% Control 2080 2H %, £ FH % FFL (=13.682, P<0.05);
AMI £8 % 2 dn ¢ Sh k4 NEAT1, miR-204 F= MMP-9 & iA K-F 4 %] % 0.98 +0.15, 1.22+0.23 #» 1.37£0.25, 4% Control
WA RIS, ZFHALITFEL (=12.112,9.885,21.530, ¥ P < 0.05) . Pearson MK A B, AMI & F bk
NEAT!, MMP-9 5 Gensini #F %~ 2 F & EE48 % , miR-204 5 Gensini #F %4~ 255 E48 %, 2 F A 4t F &L (1=0.179 ~ 0.548,
¥ P<0.05) , UA #5364k NEAT1 5 Gensini #F 4~ 2 33 £48% (7=0.207, P=0.032) , MMP-9 5 Gensini #£ 5" £
B EAR% (1=0.574, P <<0.05) , 12 miR-204 5 Gensini #2448 %1 (1=0.108, P=0.465) ., Logistic BJa 5 # 4 R %7,
Shk R NEAT1, miR-204 A= MMP-9 34 T 4F 4 AMI T &9 4% 2 e B &, 12505k 4k miR-204 R 3T 4F 4 T UA # 4%
fole W4, ROC &R 27, AMI 215Ntk NEAT1, miR-204 F= MMP-9 K -F B B 44l 2 5 AUC 4514 0.821, 0.702,
0.750 #2 0.905, UA ZB9}ik4k NEAT1, miR-204 F= MMP-9 /K -F R B A#ml 2 5 AUC 2% 4 0.776, 0.682, 0.718 #= 0.883,
=& AMI 895 BT A & T UA, B3RS AR £ 584, 458 oMbk NEAT1, miR-204 = MMP-9 A
HTRM AR BBk T B EALE B F, I L= E B A X AMI B A 45 334 B, STAVE A 45 804 AMI 89 5 e AR £ 4
KHEIR: MASMMA; & A*Z%’ LML) | (NEAT1 ) 5 S/ IMERIZR -204 ( miR-204); L4 J& & 1 -9
(MMP -9); ZPEmifkeE A
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Abstract: Objective To investigate the expression level of plasma exosome nuclera-enriched autosomal transcript(NEAT1),
microRNA-204 ( miR-204) and metalloproteinase(MMP)-9 in patients with acute coronary syndrome (ACS), and study its

diagnostic value for ACS and its correlation with the severity of coronary lesions. Methods 120 patients with
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ACS diagnosed in the Department of Cardiology of Beijing Shijitan Hospital Affiliated to Capital Medical University from May
2020 to May 2021 were selected as the experimental group, including 72 patients with acute myocardial infarction (AMI) and 48
patients with unstable angina pectoris (UA). In addition, 108 patients hospitalized in the department in the same period and found
no obvious coronary stenosis by coronary angiography were selected as the control group. The plasma exosomes of all subjects
were extracted and identified by transmission electron microscopy and Western blot. The total RNA of the above exosomes was
extracted by the kit, the expression levels of exosomal NEAT1 and miR-204 were detected by qRT-PCR, and the protein
expression levels of exosomal MMP-9 were detected by Western blot. Pearson correlation analysis was used to clarify the
correlation between exosomal NEAT1, miR-204, MMP-9 levels and lesion severity score (Gensini score). Logistic regression
model to determine whether exosomal NEAT1, miR-204 and MMP-9 could be used as an independent risk factor for the
diagnosis of ACS. Draw the receiver operating characteristic (ROC) curve, and analyze the predictive value of the three
expression levels on the severity of ACS lesions according to the area under the curve AUC. Results Transmission electron
microscope observed that the plasma exosomes had an oval double-membrane vesicle structure. Western blot results showed that
CD63 and CD81 proteins were significantly expressed in exosomes. The expressions of NEAT1, miR-204 and MMP-9 in the
Control group were 0.62 +0.08, 1.02 +0.20 and 0.97 = 0.15, respectively. The expressions of NEAT1 and miR-204 in the UA
group were 0.65 +0.11 and 1.05 £ 0.18, respectively, with no significant difference compared with the Control group (#=2.790,
3.225, P > 0.05), while the expression level of MMP-9 (1.15 + 0.20) was significantly higher than that in the Control group, the
difference was statistically significant ( 7=13.682, P < 0.05) . The expressions level of plasma exosomal NEAT1, miR-204 and
MMP-9 in the AMI group were 0.98 £ 0.15, 1.22 +0.23 and 1.37 + 0.25, respectively, which were significantly higher than those
in the Control group, and the differences were statistically significant (#=9.885 ~ 21.530, all P < 0.05). Pearson correlation
analysis showed that exosomal NEAT1, MMP-9 and Gensini scores were moderately positively correlated in AMI patients, and
miR-204 was weakly positively correlated with Gensini scores, and the differences were statistically significant (=0.179 ~ 0.548,
all P < 0.05), exosomal NEAT1 in UA patients was weakly positively correlated with Gensini score (=0.207, P=0.032), and
MMP-9 was moderately positively correlated with Gensini score (=0.574, P < 0.05), but there was no significant difference
between miR-204 and Gensini score (7=0.108, P=0.465). Logistic regression analysis showed that exosomal NEAT1, miR-204
and MMP-9 could be used as independent risk factors for AMI, however, exosomal miR-204 could not be used as an independent
risk factor for UA prediction. The ROC results showed that the levels of exosomal NEAT1, miR-204 and MMP-9 in the AMI
group and the corresponding AUC of the combined detection were 0.821, 0.702, 0.750 and 0.905, respectively. The levels of
exosomal NEAT1, miR-204 and MMP-9 in the UA group and the corresponding AUCs of the combined detection were 0.776,
0.682, 0.718 and 0.883, respectively. The diagnostic value of the three for AMI was higher than that of UA, and the combined
detection had a higher diagnostic value. Conclusion Plasma exosomal NEAT1, miR-204 and MMP-9 had the potential to
predict the severity of coronary artery lesions, and the combined detection of the three has high diagnostic value for AMI, and
could be used as potential markers for auxiliary diagnosis of AMI.

Keywords: plasma exosomes; nuclera-enriched autosomal transcript 1 ( NEAT1 ) ; micro RNA (miR) -204;
metalloproteinase (MMP)-9; acute coronary syndrome
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A, FERGS TG, ZoniES R, HX)
TR, HURBR DI RE TCHFE LA S Dy REAS 4=
SRR, HA RN, fFERRZKE ok 4
e UL Rk, Sk ACS KA K A LA H
RAbREY, i R IB KX ACS /Y2 Wi
B, BAEEMIGRE X, ARk, sk
TER A B, 225 THURREENZE . A5
AN e R S L R 7/ Bun L L - Sy A 1
%% 1 (nuclera-enriched autosomal transcript 1,
NEAT1) J& 11 54 (@R A I BER 4% RNA,
C A WF TR B & T DA SE O JIL g 1 P08 3 4 4

INKZ KEAZ 2 (micro RNA, miR) -204 J& — Fh 411 8
F, R R IR AT LAS D PR /0 B JUL 4 B A A=
FIWE, MM ARG / 280, 1O IS BEwIR
I7 H EL A VAR B R PR s 65 4 3
(metalloproteinase, MMP ) -9 1F A 5% H i) 5 22 1
B, RHERIRASTS MMP-9 #E0E, L BRI RS
2R BRI LA R Y TR &
B, NEAT1, miR-204 Al MMP-9 15 .0» il & %% 5% 1)
KR RIS, Al HEI NEAT1, miR-204 Al
MMP-9 AJfiEZ 5 ACS MR TR . AR R 4G )
T 2P NUESE (acute myocardial infarction, AMI )

FIAFaE L IIF (unstable angina pectioris, UA )
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F M S A H NEATT, miR-204 Fl MMP-9 HY 5
RGO, I B HZR IR KX ACS (12 Wi {1 S
5 e ks A% 7™ B FE B AR G, DABASA ACS 1)
J WIS W R RS SR
1 #R5HE
1.1 A% H®HE20204E5 A ~ 2021 45 H
T E AR B B K B b ot 2t 3 B e 0 P RHZ B
i ACS 1 120 Bl FAE R SEd, Horh 2o il
FEAC R 72 9, Yk 42 6], <otk 30 f, SFI4E
% 70.86 +5.18 &, W4k 133.54 + 13.15 mmHg,
&F 5K FE 79.13 + 8.55 mmHg, B K i 5 15 %0 (body
mass index, BMI) 25.70 +2.16 kg/cm®, i fiH & %
(TC )4.18 +0.30 mmol/L, =@t Hil( TG )1.50 +0.28
mmol/L , /&% i 2 11 - IH [ 5 ( HDL-C )1.37 +0.29
mmol/L, iK% A5 & H - IHEEE( LDL-C )2.88 + 0.57
mmol/L; AFUE LS B 48 i, 4k 29 fil, &
PE 19 ], SEEAERS 70.27 +5.89 %, Wit 131.27 +
14.77mmHg, 75K % 78.92 + 7.68mmHg, BMI 25.08 +
2.50kg/cm’, TC 4.11 +0.44 mmol/L, TG 1.42 +0.33
mmol/L, HDL-C 1.33 +0.35 mmol/L, LDL-C 2.80 +
0.65 mmol/L. BRI B fAAS: 0o 7 e ik it 5
F HIJCW] W78 1Y 108 46 4 /F & Control 41,
B 60 1], Ltk 48 1], “FIFE 7116 £5.42 %,
W4 JE 129.16 + 13.42 mmHg, &7 5K K 76.60 + 7.28
mmHg, BMI 25.51 +1.98 kg/cm®, TC 4.07 +0.39
mmol/L, TG 1.47 +0.19 mmol/L, HDL-C 1.31 +0.30
mmol/L, LDL-C 2.67 +0.68 mmol/L, = #i[a] ik
— TR LR, ZFWERGEITFEXL (B P>
0.05) , HAATEE,

YAAFRUE: ORI & A 1) 20 e Ik er A1k
L PEZiRER U 2RO IUEEE L bR,
SrRIZ B AMI R UA (83 @ H AT Sl v i
IR s QREIRSh ki 5 WoR 2/ADAETE 1 SRS
it 75% Wtk Bk, ORI EAGREZE &
FAEHEE S AT (L20200102) , Fr A B9850 41
AEICRI R HEBRRIE . OREA 2 2 J ik 3
P AIRIT# ;. QA HMRARLOARER A s GFF
RIAEME IR, @R H B R

12 ME LA exoRNeasy Kit ik & ( LifE S
WA RRAT ) 3 RNA $RBGRH &, ik stk
& (db 5T Solarbio BR /A H] ) ; miRNAs 5|#) ( |1
AETAEYTERAAEG) 3 MMP9$itik ( FigE =
RAEVRHEARAR) 5 B0l (B HERBHL
FIRAF); 266E R PCR Y ( 55 Bio-Rad A ] ) o
13 Z%

13,1 IMLIRESEFRALTE . AR5 Jo X B BESE Xt 4
MAERY . MRS, SR, (RE. APk, s RS
— TR TIC SR, SRITA RIS 1023 IR AN A
ki, INAERTEEAT EDTA-Na, BI30EEE, 3 000 1/
min, 4 CE.L 10 min 5, K 2R E QMRS
% JC RNA B0, T -80CIUKF R

1.3.2 1M AMBARTEIUA S5 . A —80 C KA B
HALMIEG , WIRMZR, 3 000 r/min, 4 CE.L 10
min J5, R 2R B TC RNA il 25048,
J R HiE B exoRNeasy Kit 1285771 25 15 B 15 4 B i 2% b
WA, WS ol MR B T 150 H AT L,
FEIRCE 5 min, WERZ WA FEH M N S
p LR EEA 7 mol/ml BYBEESIRIAWE , Y4t 5 min, JE
Y A, FERT, ST R T
WELAMNIMATE S, I 1 Western blot 52561 52 &k
IREFAETEE 1 CD63 A1 CD81.

1.3.3  qRT-PCR £ ifll 41 4 {4 NEAT1 1 miR-204 %
ik ARE RNA $2 B0 ) &5 45 48 156 B 32 B i 3¢ 4
AR RNA, FEBC2 w LA A | Ao/ Aoso am
TE 1.8 ~ 2.0 Z[6] B by &l B 55w, ml AT J5 225
5o SRR Sl &5 —5E cDNA, RFERIER
20 wl, RV 37°C 15 min ( RREESERN )
85°C 5s (LSRRI N ) , 455 cDNA B
4CIRAfE. H LIRA EE —5E cDNA TE AR,
N SYBR Green Mix #4750 PCR 2047, WA
#4925 pl, SEAF PCR 45fF: 94°C 5 min, 94°C 30
s, 60°C 30 s fiG#F 35 ¥k, 72°C 10 min, 4°CIRAF&
JH. 433ILL GAPDH 1 U6 RNA 1N NSHEEIN, R
P& RT-PCR &5 1) Ce A, RAXS 2 =077
At ANBA T NEAT1 F1 miR-204 A X A
SIFEI I 1,

x1 qRT-PCR 5| #1551
% NAGEL7] S
NEATI 5-CTTCCTCCTTTAACTTATCCAT-3’ 5-CTCTCTCCACCATTACCAACAAT-3’
GAPDH 5°-AGAAGGCTGCTCATTTG-3’ 5"-AGGTTCCATCCACAGTCTTC-3’
miR-204 5-GTCGAGCGTCGCACGT-3’ 5°-GCCGGTACGTTATCACAGTGT-3’
U6 5°-CTCGCTTCGGCAGCACA-3 5°-AACGCTTCACGAATTTGCGT-3’

1.3.4 Western blot & Ifit 3¢ M A& H MMP-9 5
Feik . ARPESM A PR BGRT) A 1 I B R B

SMIMA SR, TSRS R R = —BUS
A loading buffer, {E2J/57& ¥ 10 min, ¥R ER
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JE B L, ERERTECE A R FL T MA R AR S
LR AR AR 80 V H FEIEAT, M % 4 B I
R 120 VIEHE, BIKGHRE, 110 mA {85350
T NC B2 h, HILA 100 ml 9 0.05 g/ml BEAET5HS
FURFEIRE] 2 h, PBST VR, MMA—¥T 4 CIHFE
W, —dr, PBST WRIE/EINA —Fi, =i
B 2h, PBST 80k 3 e RAfL2A Rk T B4,
EER UG ACRELHARE, I Image-J #4541
AR R IA
1.3.5 Ifil 3% #b W4 44 NEAT1, miR-204, MMP-9 &5
Gensini P4 2 [0] AR S PE . 54k o0 o 28 ™ B 2
FEVPE43 K Gensini 1F43 R G« X4 Sk ik i 4
AR FEPE A T A2 VP RAE B < 25% 11 147,
25% <A HAR < 50% i 2 43, 50% < BRAE HAT
< 75% it 45, 75% <BRAE HAE < 90% i 8 47,
90% <A EHIE< 99% 11 1647, = 99% 1132 47
HRYEA R TR 7 S8 LA Ao R IAR R, R4k, A2
TR 358 x 55 AEHTRESOWAE i x 2.5,
Bt x1.5; XMS2H72E: DIx1, D2x0.5; 2 [l jiE
AR AU x 2.5, i x 15 JERESZ x 15 JE
% 0.5; ARSIk AE: . b AR
I x 1o B9R78 A543 MR RD A g3 5 el IR 3h ko
1.3.6  Logistic [F1F 53 #: ¥4 /M4 NEAT1, miR-
204 Fl MMP-9 1 R 728 547 22 K & logistic 811543
=2

M, I = A 0] VE 2 ACS AT fE S R 2
1.3.7 223 ROC fh£k: R4k I r 45 i 2 2 i R
NEAT1, miR-204 Fl MMP-9 22357k -2 ROC il
2k, I AUC, 2WEME . SURE AR R,
HET SR FI W NEAT1, miR-204 F1 MMP-9 335 7K F
Xof ACS 78 = E R A T A {1

1.4 it a4 B SPSS22.0 - HrkkdE, 114k
TR n (%) Fon, KA B MMNIESS R
BT R AR + bR (Xxs) T, 24
[ 22 57 HL R FH R R T 25500, PR AR Il
SRR R, AR/ HT H Pearson ¥, DA P < 0.05
RHESA G FE L,

2 R

2.1 bRk EE ESTRATEE], MK AN
PR S B E AUZ BRI 2544 , Western blot 45 5 B/,
AN IAFR R 1 CD63 Al CD81 7EAM A b 5L 1 i
ik, ULHIIMNB ARSI AT o

2.2 fe ¥ 4F ik 4k NEAT1, miR-204 4= MMP-9 &
AR A WL 2, UA 4 H %% 5 Control 414
It,, NEAT1, miR-204 F&ik/K PR TG IHE X
(£=2.790, 3.225, P> 0.05) , iii MMP-9 FikTH,
ER AL E X (=13.682, P<0.05) ; 5
Control Z1AH I, AMI 41 53 1L 3¢ 4N 1K NEAT1,
miR-204 fil MMP-9 £ k¥ [ F+, 2R AR IT¥E
X (=15.112, 9.885, 21.530, ¥ P < 0.05) .

=R EEMPINBE NEAT], miR-204 F1 MMP-9 RiEKFELLE (xxs)

E| Control (#=108) AMLAL (n=72) UA 4 (n=48) F P
NEATI 0.62+0.08 0.98£0.15 0.65£0.11 52538 < 0.001
miR-204 1.02£0.20 122023 1.05£0.18 75.260 <0001
MMP-9 0.97+0.15 137£0.25 1.15£0.20 68.053 < 0.001

23 fn # 9F ik 4Kk NEAT1, miR-204, MMP-9 5
Gensini #F 5~ ] 8948 % 7 Pearson FH ¢S HT ik
7N, AMI 2 4h W /K NEAT1, MMP-9 5 Gensini
TE 2 5 b B OE AH 6 (7=0.446, 0.548) ; 4 Wb ik
miR-204 5 Gensini P¥43 4 55 IEAH K (r=0.179) ,
SWE G (P <0.05) ; UA EEH
IMA NEAT1 5 Gensini #4555 1EAH5 (7=0.207 ),
MMP-9 5 Gensini PF53 2 P EEIEASE (7=0.574) |
ERIE G FEY (P <0.05), {HmiR-204 5
=3

Gensini PF43 JC B A PE (7=0.108) , 2% T4
B (P>005) .

2.4 i 9k sk K NEAT1/miR-204/MMP-9 % AMI
Fo UA SR e B & #I B WL 3, £ 4, Logistic
] 09 4> Br 45 S 7R, A& NEAT1, miR-204 il
MMP-9 ¥ 1] 1 S AMI il il ) 2k 57 f& B L& (P
< 0.05) , {HAMBA miR-204 XF UA AT, 245
TGt E L (P> 0.05), NAERIS G E .

AMI B Logistic @347

230 EIEES¢ FrifiiR Wald OR 95%C1 Pl
NEATI 5.469 1177 21592 237.232 23.623 ~ 2382.359 0.000
miR-204 5.260 1252 17.648 192.480 16.542 ~ 2239.652 0.000
MMp-9 3.118 0.990 9.918 22,603 3.046 ~ 157369 0.002
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x4 UA B3 Logistic BIF3oH7
S EIEER ¢ frifEiR Wald OR 95%CI P
NEATI 3.945 1.021 14.929 51.691 6.987 ~ 382.436 0.000
miR-204 1.194 1372 0.758 3302 0.224 ~ 48591 0.384
MMP-9 2.603 1.013 6.604 13.506 1.855 ~ 98.354 0.010

2.5 e ¥ 9 sk 4R NEAT1, miR-204, MMP-9 ¢
AMI F= UA # W7 4 re 42 DL 1, ROC fh £k 4%
W IR, AMI & # S I 7R NEAT1, miR-204 FlI
MMP-9 KX} i AUC 4393124 0.821, 0.702 F10.750,
AR AUC J 0.905; UA % 4MBA NEATI,

1.0

A B Y %MMF—Q
g NEATI
sl @ 2 O o0
® g@g.w
@ 5%
f 06
1 ®
L /
02 /
0.0 : . . :
0.0 0.2 0.4 0.6 08 1.0
1455

miR-204 Al MMP-9 7K - %} i AUC 434l 4 0.776,
0.682 1 0.718, &K AUC Jy 0.883, 224
Gt (P <0.05), =#X AMI 2
WEI R T UA B3, (AR EA 8 = fi2 W
VNI

1.0

0.8

0.0
0.0

04 0.6
15

1 SMiME NEAT1, miR-204, MMP-9 REE&IZEIXT AMI (A ) 0 UA (B ) BEHFNMELLER

3itig

ACS S0 LR HH 5™ B ) — R, 1%
RGN GRS KN ARG 5y 2454, 255 5 i AH
T Bk oE R 2, W R KRS, i RO
WLBkIAL . SRFE, dEmTdE R A0, T B A
At U L, 4R B IS E A R
et D NUESE B BRSO HOR R fis 2
Aoy EERIGRE L AR EA KR IESE,
AP R Sz R Y, L BB 2F A I B ik 327
RN UL 15T . RNA M miRNA %5, 7000045
P ) 2 A R P B — 2 R R

MA % "V 35 T NEAT1 X BR 9% K BB 1k
VAR P WL It P v 40 ) s ), SR A,
NEAT1 i ik ok 7 ZLIR B8 B i 7=, il 7
B S AW A B S AL LA G 3% o, - HaE
SRR WA TR F W, R R R B L
e 1 PR R #0005, WANG %5 UV 48 45F T NEATI 75
Sk rerifb it b A2 E R, S5, FH
W NEAT1 o] LUV A ZEE W40 A THP-1 40 A H iy
miR-342-3p ik, M6 AL R GE K, 7T AR
SIETT B OR RERE A U I A 0 ) P AR A b s
¥p, LUO 4 " R4 T NEAT1 X JIL e it #5813
WS EARATER, 458K, NEATI 7.0
JULSR M P A 5/ N B P ek T, PT R S i i
7 miR-495-3p FIAT L5324 )50 2K 11l 6( MAPKG6 )

KAEAVE . b ab SCHR 2 UE S NEAT1 78 8 77 0 1ML
By PR A, ARUFE LB, AMI B
NEAT1 %358 3# BT, 1 UA &3 NEAT1 5 T},
HZES IS5 L, H NEAT1 %355 Gensini iT
AYEEIEARSE, AT LATHI e kg AR M B AR
miR-204 J& T B85S RNA, CAHFITIESL
NEAT1 i 53 F 8 miR-204 & 1A {1 3k 8 40 g | fz
] sk, RO AP BA Z R e 1,
DU 4 M55 T miR-204 %P8 £35S 00O 455
FISEIR , 25 HZR AT, miR-204 3 3 4 v 1 B8
1 (HMGB1) SRR 932 Bl 3215 5 190 ik
W5, AN miR-204 By IA ] BESE P 1A A0
FE S5 005 FR A RO BRI T e B . S AR UV R T L
miR-204 /K- X3 28 Je bk sl kA AR 97 (PCI R
AVEEIKEE AR (ACS) B TG P (E, 4551
FH], ACS B F M7 miR-204 /KB E AL, HIH
KFEESMARIT BV, BAHEBEWIER L
. LUAN %5 "9 4% % T miR-204 fEMKSPBL4R / B
A (H/R) RO LA i E R, 45530,
miR-204 7F H/R ZbP)5 3 N, Y miR-204 £
PP T H/R 75510 Z B AN AL TG 7 48 T 4 A
BT, AR, AMI % miR-204 £k B #H
ETF, HEFEIEIKFES Gensini PE4345 55 1IEAH %,
UA ¥ miR-204 WA T, (H2ER TG FE L,
HHFEY Gensini 1F43-T0H WAH G, XF AMI H
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A —E AN A
MMP-9 1E BT w1, HERBIKF T
W2 SR AL ARRE AR, R REHAE R
FA A U7, NANDI % U #5634 T MMP-9 7618 10>
JIE P RO IEGRIP PR, 4R, O URESE S
MMP-9 RS AR 1 B i T g O 0 s, i
il MMP-9 Fe A 7R A Co JE 2 98 o HAT B
PRI AE " R T MMP-9 50 5 B (156G 3R B
SEPE.O B ISl B E L ANRYT R R IR (e, 45
RARH], MMP-9 7E.0 Bl gl B & bR ik T, w]
fet D B B O R B A FERE Y —,
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