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[(WE] BHH S rEEikes G148 (ACS) B Mg miR-139-5p Fik/K V-5 BUG 19 RPE. Fik
FASE 2021 41 F £ 2021 4R 9 23R AN REBLBOE I E MR A BER) ACS B3 176 4], A A fae B0
LU (UAP) [ 100 (5] (UAP 41) (2O WUSFE (AMT) (825 76 5] (AMT 41) o 53 35643 m) 300 181 g i A\ B, -8
5ok Ik i 5 A0 2 HIEBR e o 1) 28 91 SR 6 BRAH . T R B K H e K A 0 1l VE miR-139-5p F AL A
F AR B F 32 R-1 (VEGFR-1) 3k K7, W 85 A RYERE . X 38 34T 6 A~ BT, e %
HFZBOLMERRH(MACE) KA ER  SXFRA i, UAP 40F1 AMI 41 i i miR-139-5p kK
PR, VEGFR-1 b ACF AL, Z2RA I EE X (P <0.05) . H AMI 41 M 3% miR-139-5p kK V-4 UAP
M EFE (P <0.05) (HBFAIMTE VEGFR-1 kK P bk 2R LR IT2#E L (P >0.05) . Pearson fHIE 1
SIHTAS R IR, ACS B MG miR-139-5p Rik/KF-5 VEGFR-1 ik KR AR (r= -0.189,P =0.010),
Cox [EIF4FHT 45 R /R B Y LG miR-139-5p Fak/K P2 {2 MACE K AEMFERER (P <0.05), Zidk#H
TAEFFAE(ROC) f AT 45 R 27 , LT miR-139-5p FA/KF-BEA RN A G MACE %45 [ AUC(95% CI) =
0.81(0.73 ~0.89),P <0.001 ], HAg A #RWr{E A 2. 08, X i i RAFE N 82. 83% , 47 55 by 66. 28% , K-M i
LT R BN, M7 miR-139-5p kKT =2. 08 ) ACS [EEHYJC MACE A= 20 [A] 42 ML 7 miR-139-5p =ik
K <2.08 HEHM, ZFAGIT¥E L (P<0.001), 48 ACS B BAT 8 M M7 miR-139-5p Rik/K
-, 1% miR-139-5p Fik /K- =2. 08 FH$7R & & A MACE (i XU A58, o 5 e Ifi IR B D 6
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Analysis of the correlation between serum miR-139-5p expression level and short-term prognosis in patients
with acute coronary syndrome GAO Yan-lin, CHENG Wei, ZHU Meng-yu, et al. Department of Cardiology, Anhut
No. 2 Provincial People's Hospital, Hefei 230000, China

[ Abstract] Objective To analyze the correlation between serum miR-139-5p expression level and the short-
term prognosis in patients with acute coronary syndrome( ACS). Methods One hundred and seventy-six ACS patients
who were admitted to Anhui No. 2 Provincial People’s Hospital due to chest pain from January 2021 to September 2021
were recruited, including 100 patients with unstable angina pectoris( UAP) (UAP group) and 76 patients with acute
myocardial infarction( AMI) ( AMI group). Other 28 patients who were admitted to the hospital due to chest pain and
were excluded from coronary heart disease by coronary angiography were selected as control group. On the next day of
admission, the venous blood of the patients was drawn to detect the expression levels of serum miR-139-5p and vascular
endothelial growth factor receptor-1( VEGFR-1), and the other clinical data of the patients were collected. All the patients
were followed up for 6 months to record the occurrence of major adverse cardiovascular events( MACE). Results  Com-
pared with the control group, the UAP group and the AMI group had higher serum expression levels of miR-139-5p and

lower serum expression levels of VEGFR-1, and the differences were statistically significant( P <0.05). The serum
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expression level of miR-139-5p in the AMI group was significantly higher than that in the UAP group(P <0.05), but there

was no significant difference in the serum expression level of VEGFR-1 between the two groups(P >0.05). The results of

Pearson correlation analysis showed that the serum expression level of miR-139-5p in the ACS patients was negatively

correlated with the expression level of VEGFR-1(r= —0.189, P =0.010). The results of Cox regression analysis showed

that higher serum expression level of miR-139-5p was a risk factor for MACE development( P <0.05). The results of

receiver operating characteristic(ROC) curve analysis showed that the serum expression level of miR-139-5p could effec-

tively predict the occurrence of postoperative MACE [ AUC(95% CI') =0.81(0.73-0.89), P <0.001 ], and its optimal

cut-off value was 2. 08, and the corresponding sensitivity and specificity were 82. 83% and 66.28% , respectively. The

results of K-M curve analysis showed that the free-MACE survival time of the ACS patients with serum expression level

of miR-139-5p=2. 08 was shorter than that of the ACS patients with serum expression level of miR-139-5P <2.08, and

the difference was statistically significant( P <0.001). Conclusion Patients with ACS have a relatively high expression

level of serum miR-139-5p, and when the expression level of serum miR-139-5p=2. 08, it indicates that the patients

are at a greater risk of developing MACE, which should be concerned by clinicians.
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=R o H7]<,,T &1iF (acute coronary syndrome, ACS)
%L/Uﬁ AR LB, DR g BIL ) 32 0 et ok oA BRE SR il
f’”iﬁﬂ[ﬂ‘%ﬁ/ﬁiéliﬁ o JULBRE i 9 /L e T, 7 PR
AT B I R R R R L AR R Bt e
KA ABARBI R, ACS £8 35 15 15 2] i 2% k% , 48
AR BB TEE AT Z 5 KR F RO M A R
ZEA'f (major adverse cardiovascular events, MACE ) [34]
FUHI, “F & M BATEXT ACS [ 3 A FRAE AL HET T ﬁ
G, PR XA 12 W RN TS DAk BURR Y T 4 B, A
e SIER TAE. f#/)y RNA (micro ribonucleic acids,
miRNAs ) & B 4% H R L AE g i 5455 /N3 F- RNA,
AES5 H s mRNA 254 38 b A48 88 1 BT s il 4t
AR L H SRR TS AR, miR-139-5p
55PN B RP-3i ILAM Be 7E 53 DI AR G , 76 3 B A IE) 585
T4, miR-139-5p nJ 1 CD44/miR-139-5p i %
A M R L AR R4, miR-139-5p ik
AT A e AN S e . Wang %6 ST
K, miR-139-5p 5 2 1.0 LA FE (acute myocardial
infarction , AMD) 5 YJAHADC , FCAT S 2ok 1487 P4 2 At A2
[KF-32{#&-1 (vascular endothelial growth factor receptor-1,
VEGFR-1) 45 A K 40 D 68 , £ 3F O JULAE L 7 i
J#& ,{H miR-139-5p 1 VEGFR-1 7£ ACS 2 #F ik
TP UG RS R SN (B AT A A5 3 e B . Stk
AWFFE @ LA ACS FB 25 175 miR-139-5p . VEGFR-1
FIZB K-, 3 A P T AN B E B0 SO0 (unstable
angina pectoris, UAP) Fll AMI H ) A /K M 5 s
T f B CHE M, T R ACS HR 5 R I3 TEAS L T 1
WA AT 7 SR AL R BLA
1 X&RE7TE
L1 W4 8552021 48 1 %8 2021 49 H 4%

miR-139-5p;

Major adverse cardiovascular events( MACE) ;

B N REE BEWOA 1 B A BE R ACS J8 3
176 f5i], R4 R s b ke 2GS HA I RS
AL H 7 UAP 2 (100 i) F1 AMI ?ﬂ(76 ﬁJ)
MAFIE: 75 & (MR IR LE B 22 2 IR 1R
9 (2019) ) Fh5C T UAP B AMI E’Jl’/\%ﬁﬁ/ﬁ,,ﬂ&“ﬂﬂ(
ERRE YIRS . HEBRARIE: (1) A E
fiff o ZE L S ™ R g ﬁ‘ﬁﬁi%' (2) & FF 2 ik
M S PEAEIEE ; (3) &I HITE ThREA 4 %
PRI o e W) 300 DR B i A5, I 8 et ik i 2 A
A HEBRIE o Y 28 ] i R BRAH . BIFSE AR B e
PP e I il
L2 JBJ7r MECEEEN S S Ss e
IG1EE(2019) ) ¥ ACS IR IE B TIAYT o A
WEFEH T A2 TARE AL B FEAR SC ML, As il
W SR A I b/ T a 4000 700 14 el P 2 AR 4 A v
TEOLRE . HARBENTARIBIT T R BAEE R
5 P 15 U R 91 ST P 15 100 7 o
L3 —RIGKRGORHCE 0 BB AR M) 181
o 52 (e LR PR MU S 55 ) S5 0kE, TR 3
ikt B e O ML AR Ml P2 DB A 5 B, R 3
RS M A HAERBE T Gensini PPAY
L4 s ko ERstd T ARSI H
JREZISTE IR AT IBCE R D ik A 20
il o 1 SYSMEX XN1000 42 1fil 5 8y 53 b f A 1
A0S (white blood cell, WBC) 214 /it (red blood cell,
RBC) 7K ; )i ] LABOSPECT 008AS 4> B #hik2F &%
B oA ﬁwﬁiﬂ”ﬂﬂﬂﬂﬁﬂ serum creatinine, SCr) | JRIZ
(uric acid,UA) & JH [ B (total cholesterol , TC) . H i
=i (wriglyceride , TG ) i BE R 4 FIHE B (low den-
sity lipoprotein-cholesterol ,LDL-C) 7K, Jij i ACUSON
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SC2000 A7 CoERE ARG AT , 4R HCAE 28 558 1M 5345 (left ven-
tricular ejection fraction, LVEF){H .

1.5  SERDEE R A HHE N (quantitative real-
time polymerase chain reaction, qRT-PCR ) 460 Ifil 75
miR-139-5p 7KV~ WUARAF I , R J5 SR 1 Trizol ¥
FEIBCE RNA Gt S siialon) & (Rt A= k4
AR ) 4 H i 5 5% 8 cDNA, FF LA cDNA Sy K
#E47 qRT-PCR, miR-139-5p 514551 1iiF,5'-
GTACACTCTGTGACTCTCAG-3'; 1,5 -ATCGTAC-
TTGATACAC-3', LI U6 NS, it 2 2“9kt 5
miR-139-5p YAXS ik .

1.6 e 58 T fi i %€ ( enzyme-linked immunosor-
bent assay, ELISA ) el 7 VEGFR-1 ik /K-
SUARAF NI , 7R 5 >R F ELISA JA4600 1 7% VEGFR-1
Tk & B Bk A IR A BRA A
SR i RN S U AR T

L7 BEy; BB s e 1120 i
FrBET, id sk MACE & AE1E DL, AMCE 4245 F &
IR U e A RO LR BE U A L
WMLE B AR IR SO R A BT A
PR B 6 A H .

1.8 Sileedrik W SPSS22. 0 Gttt A4k
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Wb A5 E IE A0 BT HE VOR AL + hRifi
(x =5) Fn , ZULE HCEBCR FHELR R 05 22047, 41 1]
PO AR ) LSD- A6z 36 5 A 4 1) L A8 R AL ¢
R o AFFA LRSS BT PR LA A2 80 g
IIHE, BV [M( Py, Prs) 1367, 4H1R] HEAL
KA R FAS 5. THECRR LB (4 R)
[n(% ) ] 3m 4L ELBCR A x° K86, SR ] Pearson
AT ERITHE BRI A S o SR Cox [543 H7
IML{E miR-139-5p /KX ACS 2 # AR5 MACE & A X
W52, 38 2T 32 1K & TAERFE (receiver operating
characteristic, ROC) i 28 P EA5 1ML 7E miR-139-5p k7K
SN ACS FBE ARG &4 MACE f9%EE. it K-M
HIZE T AR ZHJC MACE A f7Rf ] 25 5. P <0.05
HEFEGIHR S

2 B#R

2.1 Z=HIRIRTERILE: =4 WBC,SCr TG LDL-C
1 LVEF /KPR A G I2#E (P <0.05) . 5
XFREAIAH EL , AMI 41 WBC ,SCr TG \LDL-C 7KF- 5 i,
LVEF R#IG, Z R A5 #E L (P <0.05), AMI 4]
WBC TG .LDL-C FI Gensini #1437 T UAP 44, LVEF 7k
KT UAP 4, 22 A 582 L (P <0.05) . W1,

%1 Eéﬂ”ﬁﬁﬁ}’;‘?ﬂ'kbﬁi[(ii‘ﬁ;M(P25,P75)7n(%)1
5 S WBC RBC
4] [=] A X B » b ) e
AMIZL 76 53(69.74) 23(30.26) 60.00(49.25,73.75) 42(55.26) 21(27.63) 19(25.00) 8.12(6.87.10.62)** 4. 48+0.57
UAP4L 100 59(59.00) 41(41.00) 66.00(56.00,74.00) 69(69.00) 28(28.00) 41(41.00) 6.01(5.01,7.49)  4.29+0.56
AHEEZL 28 13(46.43) 15(53.57) 61.50(53.25,69.75) 16(57.14) 4(14.29) 9(32.14) 6.47(5.56,7.43)  4.35+0.43
F/H/ZAG - 5.112 3.387 3.829 2.311 4.980 36. 898 2.826
P - 0.078 0.184 0.147 0.315 0.083 <0.001 0. 062
. SCr UA TC TG IDL-C LVEF Gensini FF4)
H
ab m e (umol/L) (pumol/L) (mmol/L) (mmol/L) (mmol/L) (% ) (4
69. 00 354,00 4.46 . 0.59 60. 00
4] x# w#
AMEZL 76 (5g 95 86.50) *  (298.25.441.25) (3.63,5.19) 21014877 2.430.837% ) 54065y <+ (40, 50.80.00)"
69. 00 346. 00 3.88 0.65 15.00
UAPZL 100 54 55 81.00) * (275.25,427.75) (3.32,4.97) 1-70%0.92 2.30+0.8 (0.62,0.67)  (8.00,28.00)
59. 00 331.50 4.13 0. 66
MEEEL 28 5055767.00)  (256.50,402.50) (3.73,4.68) 1-05%0.55  2.28x0.60 (0.64,0.69) -
F/H/ZA - 11.939 2,046 2. 869 3.512 4.613 27.503 8.337
P - 0. 003 0.132 0.238 0.032 0.011 <0.001 <0.001

TE: A B HE L, * P <0.05; 5 UAP 4 Hb4E, 7P <0. 05

2.2 ZHIME miR-139-5p Fil VEGFR-1 23k 7KF Lt
B SRR g, UAP 271 AMI 41 17 miR-139-5p
FRKF-H 5, VEGFR-1 Rk KV AR, 22 5%+ A 58
P (P <0.05), H AMI 21 [fi 3 miR-139-5p %

RIFEL UAP 4R 25 T (P <0.05) , {H P2 If i
VEGFR-1 iRk eI R (P >0.05)
DL 1,
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@J— *# ®4000-
i = *
3 x £ 3000 *
® 2 @
' hE
z T 3 2000
E &
14 D!
«@ -4
2 | | g 1000
E
0 0 T

WG4 UAPAL AMIZ AHE4L UAPHL  AMIAL
@=L E miR-139-5p /K- L (F =42.594,P <0.001) ; &=
ZH 13 VEGFR-1 7KL (F =15. 164, P <0.001 ) ; 53] H2H LU %,
* P <0.05;5 UAP 41 |45, *P <0. 05
H1 =4 % miR-139-5p . VEGFR-1 % 3£ /& F Hb % A

2.3 ACS HZ % miR-139-5p #ik/KF5 VEGFR-1
FERKTF IR HTEE R Pearson #H M4BT s
FLER, ACS I miR-139-5p Fik/KF-5 VEGFR-1
FBAF R A (r =-0.189,P =0.010) , WK 2,

2.4 MACE 4154 MACE ZIG R R LE 176 )

ACS BE RV 2 #il, TERTVIIAM], & MACE 29 {4
(MACE 41) , Horb i % i 13 441], .00 J3 3558 6 1], 75
UIE A S ], 2 2 ), kst i 2 4], SCHR 05 1
BezE 149 K kA4 MACE 145 {5 (4 MACE 41) , 4
HBEE RIS M E R TSI FE X (P >0.05), 5
4E MACE 4 b %, MACE 4 [fiL 5 miR-139-5p , Gensini
P4y SCr F+& , LVEF B&{% (P <0.05) ,{H VEGFR-1
KPR Ie g2 X (P >0.05) . W& 2,

5000
4000 o
R
L)
3000 o 38 o G £ X,

®e [}
° X )

10001

VEGFR-133k #(pg/ml)

0 T T T T 1
1 2 3 4 5

miR-139-5pAHxt ik it

H2 ACS £# 1 miR-139-5p VEGFR-1 3 ik KT8y 8 & &

%2 MACE #4 54 MACE A g K E B &K (2 £s) ,M(P,s,Ps5) (%) ]

'V‘#%U AR - s
. > . VEGFR-1 Gensini P43 o Y B
a0 i ¥ R-139-5 25 1L
H ﬁl WJ’RW % j\‘ (5) mi P (pg/ml) (ﬁ’) I_Jl[ll}j—: ﬁﬁbﬁﬁ
65. 00 1.63 2267. 00 26.00
AEMACEZL 145 90(62.07) 55(37.93) (43 09 73.00) (0.97,2.22) (1931.50,2896.50) (6.00.50.00) 20(62.07) 41(28.28)
) 66. 00 65 2288. 00 60. 00
MACE 41 20 21(72.41)  8(27.59) (49 00,77.00) (2.09,2.87) (2040.00,3873.50) (14.44 98.00) 20(68.97) 8(27.59)
V2P - 1.120 1.279 5. 286 0.638 4.090 0. 494 0. 005
P - 0.290 0. 201 <0.001 0.523 <0.001 0.482 0. 940
4 B Fi% MZEs WBC( x10°/L)  RBC( x10'2/L)  SCr(wmol/L) UA(pmol/L)  TC(mmol/L)  TG(mmol/L)
A 6.86 67.00 4.18 1.52
°E 4
TEMACEZL 145 45(31.03) (4 3% % 40) 4385056 0 S0 ooy 3573010450 o ge P 0 S
7.32 75.00 4.24 1.53
MACE 4 20 14(48.28) (4 g0 70.08)  +30=0-64 59 0508 50) 92 18IIB82 5 o0 15y (0.90.2.33)
VN - 3.206 1. 462 0.171 2,611 1. 566 0.293 0.472
P -~ 0.073 0. 144 0.870 0. 009 0.119 0.637 0. 607
W me LC v B 2
, l DL VE
(mmol/L) (%) ek GRS PEERE  RITXZSY -RMHLEAL ACELARB/ARNI
JMACEZL 145 2.4840.86 (¢ 503'66‘67> 133(91.72) 42(28.97) 112(77.24) 145(100.00) 104(71.72) 121(83.45)
MACE 41 29 2355085 o 60264) 25(86.21)  8(27.59) 22(75.86) 29(100.00)  19(65.52) 20(68.97)
VN - 0. 783 2.312 0. 881 0.829 0.026 - 0. 449 3.330
P - 0.434 0.021 0.348 0.363 0.872 - 0. 503 0. 069

T« LA Sk KAL) 7] (angiotensin converting enzyme inhibitors, ACEI) ; 145 5K 2 11 52 1A BH 7 7] ( angiotensin receptor blockers, ARB) ;
IML4E K 2% A7 1A i M JO Bt 41 ) 551) angiotensin receptor neprilysin inhibitors, ARNI)

2.5 [fil{F miR-139-5p Fh/KF-15 MACE KRR SCHR
PEAra R DL MACE KRNSO A& (kR =1,
KK =0) #EAT Cox [01IH 734 , Z8AN [A] KU 42 1E 5
ZER R BRI L miR-139-5p Fak K24l it
MACE KAERIfERHER (P <0.05) . IL# 3,

2.6 IfiF miR-139-5p FaA/KF-H ACS BH A
KAz MACE [sBerprai st ROC o4 i
7R, ML miR-139-5p Rk /ACFREA R IINA G MACE
K[ AUC(95% CT) =0.81(0.73 ~0.89) ,P <0.001 ],
ot A (E D 2. 08 X N AY Ay 82.83% ,
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SRR 66.28% . UL 3, iE—ad K-M phZ it
KB, M3E miR-139-5p Fik/KF=2.08 Y ACS BH&
)G MACE A= 77 B [B) 45 1L 7 miR-139-5p Rik K
<2.08 F R, = RAGIFE (P <0.001), L& 4,
%3 f7E miR-139-5p £k A F 5 MACE X 4
Cox [8] 3 1 45 &

[ HR(95CI% ) p

Model 1 4.52(2.57 ~7.95) <0.01
Model 2 4.92(2.71 ~8.93) <0.01
Model 3 3.03(1.75~6.25) <0.01

1 :Model 14 LA miR-139-5p Ky [ 25 & ; Model 2 ; 7£ Model 1 FL7i
R IEARS M L B PR IS Model 3 7E Model 2 FE il
A IE WBC . RBC.SCr UA TC TG .LDL-C .LVEF . Gensini 34}

100 = N e
- ,l'
“
v
<
80 = ‘;'
!"'
4""
§ 60 = [ J,_IJ e
i [
% s |
_‘r—’
20 =
,
v T T T T 1
20 40 60 80 100

100-F¢571E (%)
3 i miR-139-5p %k 3k A F H M ACS £ # K & MACE
K 4B ROC th % A

100
- miR-139-5p<2.08

—-miR-139-5p=2.08

50

RPTMACER AR (%)

0 T T T 1
50 100 150 200

i) (A )
A4 miR-139-5p %k A F=2.08 # 5 miR-139-5p %k ik &

F<2.08 #H#y K-M gh % &

RI

3.1 R4, miRNAs 750 LAY H VR FTE 32
BT, MR RIBERARAS T A OE miRNAs 13K
DU R RILTI G O A8 0 B2 TG Stk e Al B
HEE L, KEMFFEIESE miRNAs 5005 1 &4
RIEAT S ARl — B, miR-139-5p Al
P n s DT SRR SE & B, miR-139-5p 15
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N B2 BT LA M S 58 08, DA KU JULAR L3 1 1
FEFLAE S R L R e R )7 Zhang 25
W58 &I, miR-139-5p 5 M1 3 A U VIAHOG . 76V
LA A AL b miR-139-Sp R0 ] Jk o 1L 2R A k-1
( glucagon-like peptide-1,GLP-1) &k e 7 1 &1
LB A L T e BRI T 0. LA
M gd T AR 2 R AR & B, miR-139-5p AT{E it
7/ 2R VTN TIN5 e 1) 11 4 2 2 L G
miR-139-5p 7KV-15 35 8 [Tk 5 BE 2 WA 96 FE 0L
FAEE % F, Wang 251 % B, miR-139-5p 7£ AMI
SEARIE I ] VEGFR-1 K35 P45 4 K 40
MaXhfie, #E W2 e AMI i 2F . VEGFR-1 {E 25—
P TRAR 1, AT 5 N B AR A S TEN
AP LA MG E | A0S A AR S5 T A A%
HEAER], HHOCHESE 7R VEGFR-1 AJ 4 miR-139-5p
S I A RE

3.2 Hij, kT mIR-139-5p TEO I P HH Y ek
O ARE IS A ST K B, 26 R e 1 -8 3 4
P, miR-139-5p Kk K-V T = BER I 2 B A 5 | S
FOMHB A , I TTT 2 J2 67 1) IR 1 P47 5 R A
FEARRL, AR A5 R 7R ACS K LI miR-139-5p
FRAKFTH R, VEGFR-1 F3k7KF-BEAR, H P H5HR 2
TR, #E—20 A B, LG miR-139-5p kK
SEXF N ACS BE ARG %A MACE BAA N HMAMA, 24
miR-139-5p Fik/KF-=2. 08 B, ACS B3 &4 MACE
R0 XU S T i o 2 0 224 e K L e 7 i PA] 2
i, miR-139-5p #H0E B A FR b, AT R 1o
DI R AR B A s (1) it c-jun/ AN
Jz 4K A (vascular endothelial growth factor, VEGF)/
It/ AT A R F~-B ( platelet-dervied growth factor-B,
PDGF-B ) 38 BRI P R i s R RE SR AE 1™
RBNE AN B A0 B A 2 52 B GR OBE S U\Wﬁ
NI BH.2E 5 (2) J@ad #20i GLP-1 Al VEGFR-1 Jfig
(LR e 8 TR 7 ) 1 e 2 2 U L
(3) it B4R T O LA B T, 35 0 2 4500 JUL T
BU TN E R G R

3.3  HHij, XT miR-139-5p X ACS Kk & REME
FABLA AR o A7 SCHIFSE s , L8O LR il P T
i miR-139-5p HA WAL IO IECRVE AT 78
O E K- miR-139-5p A3 i 26 G B
(protein kinase B, AKT)/#[5iA Rl B -3 8 ( glycogen
synthase kinase-33,GSK-3B) {5 518 [ 1H % 410 itg N 4
PRI, R TR o TiAE HOC2 oL
YA, miR-139-5p 1] 57 IncRNA H19 JE#:, i 13
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TS N T Sox8 T PRI O LA IR e
IR i P A A v miR-139-5p b m) 3 5 4
P XCLHER H O1/Kelch # ECH FHOCHEE 1 1/ 854 5%
BRIF20 %R 2 AHOC - 2 Sl A he A T A 45 R 4 4
FAP o P, 56T miR-139-5p 760 L85 5 H Y H
A SRR A it — P

2% bR, L% miR-139-5p #1 VEGFR-1 33k
V-5 ACS XREY), al R &5 ACS B Bia 1Y
Marfakr 2. HARBFE WA —E R R (1)
AN OIS, AT R AT PR
(2) AR RBARIE B IR IT I BT 43 )2 53 W5 (3) Bl
VIR ; (4) miR-139-5p 1) HARAE HIALH] i 75
2P
52 3k
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(WE] HH SRS (SLE) #4 4ME i K48 IR 4TS RNA AC007278. 2 \MX 3l J 8 A A
GTP [iff 2(MX2) Rk /KPS PR TE SN AMAIKE MM, ik #H3£2018 4F 11 J 522020 4F 2 H ®IT
Sk I [ B s i X EE BRCIA 1 SLE #3168 ] (SLE 4) . MR 48 % A L% 24 h (W#EAT SLE %0 7% 31
#7-2000 ( SLEDAI-2000) 43 , HH i i 2 B A GG sh & 42 ], R BTG sl 45 1, R BEVG 3 3% 42 9], BRI
B 39 Bl FAZLIR W e CHE 80 A4 AR R HR AL, HL AN [ 41 (4 1 PR 95 8t SR FHl Pearson AH 3¢ 40 B 483+
AC007278. 2 MX2 7K 554 MA €3, C4 7K B2 95 146 20 BE B AR 56 2, SR 22 0 4R kIl U5 43 BT 2 i) SLE 52 55 7%
SEMHEE. 4R SLE 41 AC007278.2 MX2 7KF-& F4f BR4L, #MA C3.C4 J (T4 (WBC) itk EL 40 | 1M
/I (PLT) (L2126 1 (Hb) KPR T3 BRAL, 25 A Ge 1438 X (P <0.05) . Pearson 3G/ Hr4h i , SLE
A AC007278.2 MX2 7K 5 4MA €3 ,C4 KL MM (P <0.05) , 5 SLEDAI-2000 3432 IEAH (P <0.05) .
Z e MM AT 45 R 7R, AC007278.2 (B =0.410) \MX2(B8 =0.512) 5 SLE %951 8l B S 1ESCHE (P <
0.05) ,#MA C3(B= -0.362) .C4(B= -0.528) 5 SLE i iG al FE £ CHE(P <0.05) . &5  SLE & 4h
JElIf AC007278. 2 MX2 Fik/K T, 15 SLE B i 8 B S AMA €3 C4 HAT CHk I
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Analysis on the correlation of expression levels of AC007278. 2 and MX2 in the peripheral blood of the systemic
lupus erythematosus patients with disease activity and complement level FANG Li, YE Ting, LIU Rui. Depart-
ment of Nephrology, Wuhan Asia General Hospital, Hubei 430000, China

[ Abstract] Objective To analyze the correlation of expression levels of long non-coding RNA AC007278. 2
and MX dynamin-like GTPase 2( MX2) in the peripheral blood of the systemic lupus erythematosus(SLE) patients with



