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BRIk Es 1 Ak B LT miR-361-5p Fil COMP
A B K B AL B R Y i A OCPERESE

B AELHR R REAT (1L SRE FERE AT PG ERE /AR T 2 EBe R BB B4R R,
WIALE A 4350025 2. BT TPERSCIMENEL, WHLE A 435099 )

W ZE: BW AR &AL S 4E (acute coronary syndrome , ACS) % = i i f# s 4 45 4% B2 (micro RNA |
miRNA ) -361-5p Fedk A 5 KM% G ( cartilage oligomeric matrix protein , COMP ) & ik K-F R H 5 43 4175 6948 K
FHiE #2020 1 A ~2021 5 1 ANRAKEFERARL TP O ERMKE 170 ) ACS &4 4 ACS 40, 4% Gensini
BN AEFERFEM (n=41) | PEKEFL (n=78) FBERFLH (n=51) . 5 LIFH 66 4] hib 1 e A s 4,
qRT-PCR %5 ELISA # ) 27 miR-361-5p #= COMP 7K-F; Pearson #8 % M5 # ACS # 3 fiF miR-361-5p = COMP K-
5 Gensini #4969 48% 1 ; % B & Logistic ®JA 54T ACS B4 2P FE R R B &, LA T/E4/E (ROC) Wy
7 . F miR-361-5p = COMP K-F 5 ACS Zymfes2 TG 69 TRMMNAE, ER  HaFmakin, ACS 4l F miR-361-5p
(0.58£0.21 vs 0.33 £ 0.18 )F= COMP( 143.64 +25.23ng/ml vs 112.35 = 19.09ng/ml K-35+ & , £ A %it 3 & L =8.625,
10277, 3 P <0.001) . 2ERFMH, FERF ATk F A 0E miR-361-5p(0.34 +0.11, 0.63+0.15, 0.76+0.12)
F= COMP[118.01 ( 108.29, 125.52 ) ng/ml, 147.71 (134.72, 158.63 ) ng/ml, 162.32 (158.74, 177.71 ) ng/ml] 7K F 4 &k F+
%, ZW A% EESL (F=131.941, H=101.001, 3 P < 0.001 ) . Pearson /B4 5# 27, ACS # 4 f7F miR-361-5p
F# COMP K-F 5 Gensini 74 2 EAE% (1=0.765, 0.755, ¥ P <0.001). K73 A A, 170 4] ACS B4 £ ZR R S
EFMRAFE A 13.53% (23/170), % B # Logistic ® )2 4547 2+, miR-361-5p (OR=1.524, 95%CI: 1.240 ~ 2.023,
P=0.004) . COMP (OR=1.646, 95%CI: 1318 ~ 2.075, P=0.001) % ACS & &4 HF/e R R H B %, ROC
W £ 2%, miR-361-5p I ACS L ymfe 2 s R R eyl & T @A (AUC) 24 0.813 = 0.776, COMP 7 ACS & A
Fo k2 BTG R B#9 AUC % 0.836 4= 0.782, miR-361-5p + COMP B A-TFAM| ACS & 7 F= 42 1 U6 R B 49 AUC 4 0.904
#2 0.863, miR-361-5p + COMP BA-FRM ACS Z Ao iz B )5 R B89 AUC K T miR-361-5p #= COMP £ Faml, £ 7
WA G FESL (7=4.684, 4.573; 2494, 2,617, ¥ P <0.05) . & ACS &# fik miR-361-5p 7= COMP K -F 75,
5 @RS EREZE AL, TN ACS KIaF42 U6 7 B a9 TR 45 4%
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Abstract: Objective To study the expression levels of serum micro RNA (miRNA)-361-5p and cartilage oligomeric matrix
protein (COMP) in patients with acute coronary syndrome (ACS) and their correlation with short-term prognosis.Methods A
total of 170 ACS patients admitted to Huangshi Central Hospital of Edong Healthcare Group from January 2020 to January 2021
were selected as ACS group.According to Gensini scores, they were divided into severe stenosis group (n=41) and moderate
stenosis group (7=78), mild stenosis group (n=51), and 66 healthy people who had physical examination during the same period
were selected as the control group. Serum miR-361-5p and COMP levels were measured by qRT-PCR with ELISA.Pearson
correlation was used to analyze the correlation between serum miR-361-5p and COMP levels and Gensini score in ACS patients.

Analysis of factors influencing poor prognosis in patients with ACS by multifactorial logistic regression.The predictive
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value of serum miR-361-5p and COMP levels on the onset and short-term prognosis of ACS was analyzed by plotting receiver
operating characteristic (ROC) curves. Results Serum miR-361-5p (0.58 £ 0.21 vs 0.33 + 0.18) and COMP (143.64 +25.23 ng/
ml vs 112.35 +19.09 ng/ml) levels were increased in the ACS group compared with the control group, with statistically
significant differences (=8.625, 10.277, all P < 0.001). Serum miR-361-5p (0.34 +0.11, 0.63 +0.15 , 0.76 +0.12) and
COMP [118.01(108.29,125.52) ng/ml, 147.71(134.72,158.63) ng/ml, 162.32(158.74,177.71) ng/ml] levels were sequentially
increased in the mild, moderate and severe stenosis groups, with statistically significant differences (F=131.941, H=101.001, all P
< 0.001). Pearson correlation analysis showed that serum miR-361-5p and COMP levels were positively correlated with Gensini
score in ACS patients (r=0.765, 0.755, all P < 0.001).At 3-month follow-up, the incidence of major adverse cardiovascular
events was 13.53% (23/170) in 170 patients with ACS, and multifactor logistic regression analysis showed that miR-361-5p
(OR=1.524, 95% CI: 1.240 ~ 2.023, P=0.004) and COMP (OR=1.646, 95% CI: 1.318 ~ 2.075, P=0.001) were independent
influences on the poor short-term prognosis of ACS patients.The ROC curves showed that the area under the curve (AUC) for
miR-361-5p predicting ACS onset and short-term poor prognosis were 0.813 and 0.776 respectively, the AUC for COMP
predicting ACS onset and short-term poor prognosis were 0.836 and 0.782 respectively, and the AUC for miR-361-5p + COMP
combined predicting ACS onset and short-term poor prognosis were 0.904 and 0.863 respectively.The combined AUC of miR-
361-5p + COMP predicted greater ACS onset and short-term poor prognosis than miR-361-5p and COMP alone, with
statistically significant differences (Z=4.684, 4.573; 2.494, 2.617, all P < 0.05). Conclusion Elevated serum miR-361-5p and

COMP levels in ACS patients were closely associated with the degree of coronary stenosis and can be used as predictors of ACS

onset and poor short-term prognosis.
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flibr . 3 ikoks B8 4L (atherosclerosis,
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IR BT A A T 0 R B MSIA ) 170 1) ACS H
BN ACS A, B (2R IkER G AR 202 Pl
2IGFEE (2019) ) Uiz, Hodr 5 123 ),
P 47 ;AR 38 ~ 86 (64.51+12.09) %, &
JAE B 19 ~ 32 (24.05+2.82) kg/m*; 9§ L. 92
B, 44 IR R, 99 i i MLAE ; PRI
A, 81 ] UA, 38 5l ST Bt 44 =5 &L .0 ILFE SE (ST
elevation myocardial infarction, STEMI ), 51 fi 9k
ST Bt L UAEAE (non-ST elevation myocardial
infarction, NSTEMI ) ; KILLIP 43 2% "Y. T %% 27
B, Mg 1324, M9 B, VG2 Fl. PAbRHE:
OFF G ACS ZWibrifE; Q= 18 % ; OHHE X
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Ho BRI 66 FlARK AR E M X IR, &5
ARSI SRS TCTER B ke, b 4k 48 1],
Ve 18 7l 4R 27 ~ 82 (62.58+10.87) %, K
AR 19 ~ 27 (23.75+2.74) kg/m’, HEER H B
JEMEE . SRR Y . CEFE RS, &
PERPIRE A . PSR TR LR 22 S i A L (P
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EYEITHE R ARA R, 5. BS-280) , &
o 28 3 PR 2 WA ORI B A 9 B2 97 e T %
WAHRAF, BS. DC-N2S) , FHrY (FEER K
Multiskan™ FC ) , Trizol i RNA 142K 7] & ( #r
LA E ARG R A, 585 TR205-50) ,
Takara W% ik Fl & (Jbat5 H EAYHE ARG R
A, %% 6215A) , RT-PCRLH & (Jb mm &K
FRHEABRAT, %5 RP1100) , COMP ik 7l
& (bt B MR AR A, 4855 ZN2113-
GKP) .
13 Fik
1.3.1  FEahFOR e . WgE ACS B AL TR,
ALAEYE | AR AR A R E (kg )/ Brimi(em )]
Welish (=13 / K, =61 ) . Wi, &k
e BRI E] | BERRISHY | AR SR KILLIP 404
I H . EAHEEE (total cholesterol, TC) . — [k H
M (triacylglycerols, TG) . &% & 5 & 11 0 [ g
( high-density lipoprotein cholesterol, HDL-C ) .
ik % BE B 25 11 10 [ B (low-density lipoprotein
cholesterol, LDL-C) . P2y, ¥ £ ihia
PR WHAAT C IE R I A BE ST 6h P 260 % 5 1l
Z3#0 (left ventricular ejection fraction, LVEF ) .
1.3.2 I3 miR-361-5p, COMP /K - # . X 4
ACS ZH A Bt B R 2 (A4S s Dk I, 3 000r/min
20 10 min (8em ) , MU EIEWE T -80°CVKAH
FEAG, 72h PN 58 BRI . BBCHE R 40 1L ¥ bR A il
Trizol & RNA ffi #2270 & $2 UM 3% 5L RNA, %4k
3 MCICRETHRAIELERE | {8 Aygonm/Asonm H 1.8 ~ 2.0,
Takara j3i%; 51857 & & 8 cDNA, #E47 qQRT-PCR §”
H4, miR-361-5p 1IE[7]5[4): 5’-ATAAAGTGCTGAC
AGTGCAGATAGTG-3", KIn5|¥): 5-TCAAGTAC
CCACAGTGCGGT-3’; WZ U6 IEM5|#): 5°-CTCG
CTTCGGCAGCAGCACATATA-3’, JZ a5 |4): 5°-AA
ATATGGAACGCTTCACGA-3’. WA (3£ 10.0
pwl): 501 SYBR Premix Ex Taq; 0.2l I ¥iF 5l
¥1; 02wl FUESIW; 0.2 1 ROX Reference Dye;
1.0 1 cDNA £ #2; 3.4 w1 RNase-free ddH,0, [
N & A 95°C 90s (1 X ) , 95°C 30s, 63C
30s, 72°C 15s (40 MG ¥R ) , W45 )5 15 2]
& J N Ct, I W miR-361-5p AH X 28 1k 2 R
AL A TS FRANEE ] ELISA 52 1fn 35
COMP K-, T FAE ™ 2 BRI G e 5 7 o
133 JEARENIKEE S . ACS B #F 1% H KA FD20
MR TEIKE R , RIS ik sibe sk,
ZREMERN B M, £, fHrbikshkzE 8%
W8 5 A5 2 MG, SR Gensini B3 " PEH Rk
SNk ZE R, mEMKRZE R T AR < 25%

(148), 25% ~<50% (243) , 50% ~ < 75%
(445) , 75% ~ < 90% (84r) , 90% ~ < 99%
(1648) , 99% ~ 100% (3243) o JRASHBAIIT4
NS (0.5 43) , ArbRshbk. 72 [m1iE S b ke
Bt AR (%1 4) , Ak hE (1.5
5y) , ARiREZ e B (2547) , AFET
(54r) o TLARSHIKBRAS RS = sl ke 7 A B 14y
x JRASTALT o, BB AT R AR Z A, AR
P& Gensini FUMK: ACS BE N T ERAA (= 41
I3, n=41) , PERAEY (18 ~ < 414y, n=78) .
IRPEERAEN (0 ~ < 184, n=51) .
134 PRV XPACS BEM VI3, Git £
BN KO ML & 7F (major adverse cardiovascular
events, MACE ) &4:1E0, fUHE 228N IMARTE RY, |
PR OZH | iz B | P A OIS & HAET -4
3/ NHWEA: MACE & SRS AR, R4
75 %4 MACE %3~ MACE 4 (=23 ) F13F MACE
4 (n=147) .
1.4 %t o4 B SPSS26.0 Fiit=##kft:, 1t
BGRLA n (%) FoR, ) B Fisher #80; &%
BHEAS A AR + brifE2s (X+s) F£oR, W4l
(B e Kz 56, Z 41 Bl 7 2200, 4L P L
%% Bonferroni & 1F; i 243 i LI M ( Py, Pyy) 3
7N, WAL UKE S, 24 H ALK, 4R P L
% Bonferroni % 1F; Pearson #H ¢ 4341 ACS 2
1. & miR-361-5p, COMP 7K F 5 Gensini ¥ 43 1Y
A £ & Logistic 11770 1 ACS 3% Fil I
AR R R Z i H TAERRE (receiver operating
characteristic, ROC) HH £k 43 #7 Il 7§ miR-361-5p,
COMP 7K X ACS & Rt 390 190 f 10 S50 #4041,
i 2 & 1\ FH (area under the curve, AUC) % H
Hanley & McNeil £ %5 P < 0.05 87451 2F
2 #R
2.1 ACS %45 &} B8 28 s i miR-361-5p, COMP &
F i ACS 4 I3 miR-361-5p, COMP 7K °F- 4%
B 0.58 +0.21, 143.64 +25.23ng/ml, XJHRZ1435
4 0.33+0.18, 112.35+19.09ng/ml, ACS #H I %
miR-361-5p, COMP /K-F-HI i & X IR, 2254
it L (1=8.625, 10.277, ¥ P < 0.001) .
22 RFE A Mkm LA E ACS E # f & miR-361-
5p, COMP /R-FI1Li % 5 Gensini 56948504 I
Bl1, BB, v, 3P 41007 miR-361-5p
(034+0.11, 0.63+0.15, 0.76+0.12) , COMP 7K
SF [118.01 (108.29,125.52) ng/ml, 147.71 ( 134.72,
158.63 ) ng/ml, 162.32 (158.74, 177.71)] R T+,
2R g3t F 3 X (F=131.941, H=101.001,
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¥IP<0001); \EREM, DERFHSR
Bk A A I B (=17.510, 12.688; U=7.848,
8.382) , HEJEMRAEL S B AE AL LA (1=5.046,
U=5.077) , 258 a5i¥E X (¥ P<0.001) .

L.5r

ACS #H Gensini ¥ 4> & (37.34+11.71) Ir,
Pearson #H& VM 78, ACS S I miR-361-
5p, COMP 7KV Gensini ¥4 2 IEAHSE (7=0.765,
0.755, ¥ P < 0.001) .

2501

r=0.765 r=0.755 .
P<0.001 L P<<0.001
200 o& oi .0
o 10F = A el
®Q £ 150 »l s,
- =0 * .. *
1% = LIXS * ¢
< & xS L -
& Z 100f . %
0.5 o] -
S0F
0.0 L L L L L L 0 L L L L L L )
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Gensinii¥- 53 (4})

B 1

2.3 2 iF miR-361-5p, COMP 7K -F 3 fk & Bt &5
B 2F ACS &z g FAm 48 W3R 1 A1IE 2. ROC
M2k %75, miR-361-5p + COMP Bk &2 K ACS &

x1

GensiniiT 78 (4)

ACS 2E & miR-361-5p, COMP 7KE 5 Gensini 4 HIHE XM

JHY AUC .2 KT miR-361-5p, COMP Sk,
LS H G HE N (Z=4.684, 4.573, Y P < 0.001 ),

MmiEF miR-361-5p, COMP 7KF B E BESHMT ACS & mBFME

TH AUC (95%CI) Youden Cut-off U (%) FESE (%) HERREE (%)
miR-361-5p 0.813 (0.757 ~ 0.861) 0.488 0.54 59.41 89.39 67.80
COMP 0.836 (0.782 ~ 0.881) 0.551 120.31ng/ml 82.35 72.73 79.66
eyl 0.904 (0.859 ~ 0.938) 0.645 - 8118 83.33 81.78
1.0 A, ARG AR (&4 MACE=1, KA4E
i MACE=0) , Z[ % Logistic [FIH4H7 5, 8%
08 | fll iR 2% 7 2 )5, miR-361-5p, COMP J& ACS %
[ TG A RS E (P < 0.05) .
;’E 061 ) 2.6 3% miR-361-5p, COMP 7K F 3 3k % 3 &%
5 0.4 B Wit ACS & H M TG R R A ME I3k 4
i FE 3. ROC Hi £k 7Rk, miR-361-5p + COMP Bk
2l S L iids AT ACS # % % W1 BUS A R AUC i85 KT
1 .t miR-361-5p, COMP HUMPIM, 25747 Fiit~E i X
N A (7=2.494, 2.617, P=0.013, 0.001) .
00 02 04 06 08 10 3 it
1-F R

B 2 Imi#F miR-361-5p, COMP 7KEE MK
BEE TN ACS %9%H) ROC Mk

24 ACS BA MG RRH B ZHEREZS
Mo WK 2, 170 5] ACS ¥ 3 > H W MACE %
AN 13.53% (23/170) , Ho 1 Bl IREESET,

3 WIS IARTE A, 9 il F & UA, S Bz s,
51 F 2 O WULBEBE o B IR 25 AT 7R, MACE ZH AR |
AR HE %0 oK T4 MACE 41, &% 2 512 i i)
M 4K FIE MACE 41, LVEF M B FF MACE 41,
134 miR-361-5p, COMP /K~F- B & = TE MACE 41,
RSB FE X (=4.271, 4979, P < 0.05) .
25 ACS B #aHMMERAREHmEAEZN %A E
Logistic ®1)a 547 W3 3. DUMERY . IKFFEEL. &
%5 % ®Li2 I A . LVEF, miR-361-5p, COMP i [

AP BKEE SR (ACS) 2R S kN A TaE
[ AS BB 24 ol BE 2 20k e 1A T2 S JUT 850 A4 o B 2
PEERMLZE AR, HRrRE AR ACS 78 P9 A0 i
W E ANBGE 33012, BN S e LT/ 3
BN P BARITAESR ACS W ARy B T
KR PERE, (H R B R ARG, R EA
24 1/3 ¥ STRMI i & 1E 5 m BLE B9 B[] P 45 21 A
SUPIETE, B9, HiTligh. B4 STEMI B#HBEN
WTERA R 3.1%, 5.3%, 10.2%", HFHEH S
FARA BRIV R 25 R, ACS B Hbi)a
1 AR ERAR 2 kst ] 2 A S5 2 4R N SBT3 45 51 N
12.5%, 5.2%"", RILHFFE ACS KA % i) it
SrFIE R, X ACS FIZ WA HE S s B A
EEE Y.
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2 ACS EEEHFEARZMERMNEERES (1 (%) , M (Py, Py ]
uoH MACE 4] (n=23) Ik MACE 41 (n=147) Tz P
Bk 15 (65.22) 108 (73.47) 0.677 0411
A (%) 66.399.18 64.21 £ 12.49 3.202 0.003
IRFEEL (ke/m”) 25.00+2.72 2391 +2.81 2,951 0.004
il 16 (69.57) 94 (63.95) 0275 0.600
kd LR 14 (60.87) 78 (53.06) 0.488 0.485
BER AR 7(3043) 37 (25.17) 0.287 0.592
iR e 15 (65.22) 84 (57.14) 0.533 0.465
KRB (h) 14.00 (13.00,15.00 ) 13.00 (12.00,14.00 ) -3.684 < 0.001
A UA 10 (43.48) 71 (4830)
STEMI 6(26.09) 32(21.77) 0.265 0.876
NSTEMI 7(3043) 44 (29.93)
WEXE B 3 (13.04) 22 (1497)
WE 12 (52.17) 98 (66.67) 2.963 0.227
£S5 8(34.78) 27 (18.37)
KILLIP 734 1 4% 3 (13.04) 24 (1633)
1% 17 (73.91) 115 (78.23)
2 2(870) 7(476) o O
Vg 1(435) 1(0.68)
W (mmbHg ) 121.47 £26.63 126.24 + 24.24 0.866 0.388
FP5RE (mmHg) 73.61 £ 14.70 76.84 £ 16.87 0.868 0.389
LVEF (%) 54.17+9.90 50.69 +8.85 -2.299 0.023
TC (mmol/T, ) 1.73£0.65 1.68 +0.58 0378 0.706
TG ( mmol/L) 421090 4.17+0.87 0.204 0.839
HDL-C ( mmol/L, ) 127039 130+040 -0.336 0.738
LDL-C (mmol/L.) 2.53+0.65 234045 1762 0.080
B2y PURIDLAR 22 (95.65) 144 (97.96) - 0.444
AR T RS 22 (95.65) 144 (97.96) - 0.444
B - SZ AR 4(60.87) 110 (74.83) 1.964 0.161
ACEVARB 17 (73.91) 113 (76.87) 0.097 0.756
i 22 (95.65) 137 (93.20) 0.000 1.000
miR-361-5p 0.74£0.20 055020 4271 < 0.001
COMP (ng/ml ) 166.45 +25.86 140.07£23.27 4979 < 0.001
*3 ACS BEEHTETRRZMMEER S EE Logistic BIANH
ARt B SE Waldy’ P OR (95%CI)
i 0.270 0.124 4712 0.030 1309 (1027 ~ 1.670)
(N 0.027 0.029 0.857 0.354 1.027 (0970 ~ 1.088)
AR 0.480 0.206 5.440 0.020 1.616 (1.080 ~ 2.419)
LVEF -0.180 0.064 7.945 0.005 0.835 (0.737 ~ 0.947)
miR-361-5p 0513 0.254 8.431 0.004 1.524 (1240 ~ 2.023)
COMP 0.542 0.114 10.728 0.001 1.646 (1318 ~ 2.075)
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F*z4 1% miR-361-5p, COMP /K EMREBEEKMIT ACS BEHEIFEA R HFTNME
A AUC (95%CI) Youden Cut-off TR (%) R (%) HEREE (%)
miR-361-5p 0.776 (0.706 ~ 0.837) 0.400 0.83 86.93 53.06 7746
COMP 0.782 (0.713 ~ 0.842) 0.451 174.88ng/ml 69.57 7551 7123
i ol 0.863 (0.802 ~ 0.911) 0.638 - 86.96 76.87 84.14
MR AR A . bk R A A M AP L R AL AS
Rl L B BRI BE B £F e 8 1 5 B4, AS JE s #op
[ _ / VSMC [ e N IEIERS, IR R B4 R A
08 ¢ ) ARA R RN IR, BT RS BE
% 06 _ XN yd TV 1RV 1% T 2 i DR — i SR AR 20 B /D L
W [ FF & B, RE A A0 M B R A R R, 3 AR
5 oq b 48 FE 4 8L VSMC L fig i COMP, EAT ] VSMC
N FHEAMERT, 4 VSMC H COMP ¥k Fif [ A I,
oo L & - filfffldp VSMC 1 i W4 = BV A G R A, F e 4 U
5 —— COMP COMP 1 fiE2-5 AS L1 ™. 35 ] SANDSTEDT
o o T EERE 265 AR T B kR A B R S A
00 02 04 06 08 10 COMP £ ik [, AFocgs R R, ACS 4 M ik

1= i
B3 Imi#F miR-361-5p, COMP 7K I By 5 BE & ¥l
ACS BEEHHMEAR R ROC Mk

ML P K 4 (VEC) TIBEREATIE AS KA1
BN, HaT—LefFoE 48 HnT v P i A 20 i 286 B
rF . PR RSN M VEC T RERR S 143 T fiE
YERVEASG ACS &A= ke fde bs U IR R
VEC IHEME/ T 5 ACS B 6 54 Bk PRVSTE 1)
APIFRICY) . miRNAs J&2—2H 19 ~ 24 MR
28I PN U P PR R 1 B4R AT RNA, il i 5 50
FL mRNA [ 3 - JEFE DX A 2 B ARG A8 7
ILFTEE, 25 VEC YIag 1 ", miR-361-5p
FENET ALK Xq21.2, BRIERTSE 24008 1 5 g
FIEFR B ] WANG 45 PV R4 28 545 SR BT M AE
FRBFSE & BE, miR-361-5p AEH ) Il P9 B AR IR 7
P AR, XIS EM, miR-361-5p 2 51
9 VEC Uifig. AWFRAR BN, ACS 4L miR-
361-5p KRk LA, HBEE TR sh ki AR B
i gE— T, Ui miR-361-5p 25 ACS &4
R, HALH AT fE5 miR-361-5p fE#E fi 41 i 1,
AN B A DR R R AL 40 B TS P R B VEC D
BERA . I N R AE KR 0RY VEC $ 48
G35 BEEAT IR EEMEE N, BEEA Y VEC
Ty 6 A1 PN B 2 B B0 ) AS T R, PN R AH 4 i
VEC R4, 25 kAEMGEEE, Hib
PEFEAIIE VEC TR Reft Ay 28 5 N P2 WANG %1
5T 7R, miR-361-5p REAMHI I A PN 2 20 Jf 3¢ 15 11
TN Rz AEL 40 LG, B miR-361-5p AEVK A2 1ML 45 N
B A AR R T2k AN B AL AT M 5 12

COMP /K V-3Rik b, HBEE bR s ko 2 f2 B
EiE—AETHE, B COMP 25 ACS kK4Hlk
R, /TS ACS iZ i COMP i &R, S8k
Jil i COMP ¥ £ F+ 5 9, COMP 1R —Fi 24 g
HRETHEE ., AS KRR P, H2 VSMC a4
FESSTE o ot it SO (R A B AP I T, T i o 3
A R T VSMC 88, RICi & s . s kesE
e, SRERE Ak 5 15 40 BEAG I 2] A T AR A A0 B A D 3 o
F L T 4 2R U PO BT AR ATTHEDN 24 COMP 1E
Y A1 I 5 Pt BE R, A E I COMP ¥R B2 T
COMP 1EFHFEAR, S5 VSMC 54k & i A,
X ALAERE T R A4S COMP K V-THE 5 ACS &
AERR AT G, (A HATAH ML RER D, S
5 ACS MHLHIIA T — 258 . MACE J& ACS
BIRBEAGET - EZRAN, RO BN, 1
P HABIR 2N E )5, miR-361-5p, COMP 159k RE
M7 ACS BFE TS, 1] miR-361-5p,
COMP A 7] HE AR ACS JE A TS AN B PFAG T8 b1
ROC 53 #r 32 B, 175 miR-361-5p, COMP 7K
SEXITTAE S ACS & ik A 3 TS R LAY T 8
Fr, H O HBCABUNA AUC 8800, SiiEcs
K0 1L 7 miR-361-5p, COMP 7K F-A7 BT 55 4 Fi)
ACS BRI A HE .

ZE LAk, ACS I miR-361-5p, COMP
TR, SRS B HYIAEE, AIPER
ACS AH MR IHTUS AS K AT 5. 5 B F AN
524> Wi miR-361-5p, COMP £ 5 ACS & 4= & &
PIAILE], RIS A B O/ NEASBIFY, B DT
[EHCHE, T 2T REEARIFIEIESE
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