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miRNA-15a & miRNA-182 7Ek & I fE Y
RIESHRFREEREEMTEHXZR
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[E] HH K& 2 microRNA-15a(miR-15a) & microRNA-182 (miR-182) & ikt L 5 ik &5 09 = £ 42 & A TG
69Xk R, ik BESS BIIRGE B, A R R R B RA 4 S (RT-qPCR) 4 M miR-15a f= miR-182 #9 &
ik, L FEAMNG REHE K I5AF A28 A TG . AT IR A 5 RS m Ak 20 28 d N A A2 5 st =2
f2miR-15a 5 miR—182 . s JR 438 . K35 AR M 69 £, AR L2228 d A A A 205 st T 20 F) 2 48 2R miR-15a 55 miR-
I2FHEEHZ X R GER 5560 B 550 N IRA 2 28 4] IR MR 27 6], 0 hit, IRAgmEAK4SE
JR (PCT) KA 530 3B B35 (SOFA ) 3% 2 1 4K T MR A& 28 MR L4 (1=-2.78 , Z=642.00, P3 <0.05) ;miR-182
AR A T RAK T IR R R 20 (1=-5.81,P<0.05) ., 55 61 £ 28 d WA F45 6,510 61, £0 hat, A5
28 %% 49 C— B R % & (CRP) \PCT 7K 2 SOFA #F 53 A& F 5. = 28 (1 5 #1=-2.97 .-2.05, Z=79.00,, P3) <0.05) ; miR—
182 A8 5+ k& ik $ 0 BAK F 56 =4 (1=-3.92, P<0.05) ., f£72 h &, & A28 % & # CRP . PCT /K 42 SOFA #F 5391 F
T (15 H =428 ,-3.95, 7=5.50, P3 <0.05) ; miR-182 A9 xF & ik F 0 BAK TS =20, miR-15a A8 % XA T B 5
T (14 #=-531.331,P¥ <0.05) . MRt F4 %4 72 ht) CRP.PCT .miR-182 &9 T 42 % Hfmkﬁc
=4 (15 M =-3.12.-3.51.-10.19, P3¥ <0.05) , 7o miR-15a ¥ @ F+ 2 £ ¥ & K F & =28 (1=11.19, P<0.05) , £
miR-15a Fo miR-182 T4k 4 —FP itk f£ 69 £ AR &40, A B T IR A2 B & 0 vk 9a = T A2 5 o B Ao TS I .
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[Abstract] Objective To explore the plasma miRNA-15a and miRNA-182 expressions with in sepsis and its correla—
tion with disease severity and prognosis.Methods A total of 55 patients with sepsis were selected.The expressions of cir—
culating miRNA-15a and miRNA-182 were detected by RT-qPCR, and other clinical data, inflammatory biomarkers and
28-day prognosis were recorded.The differences of circulation miRNA—-15a and miRNA-18, clinical data and inflammato—
ry biomarkers between sepsis group and septic shock group, survival group and death group were analyzed and com-—
pared, and the dynamic changes of circulating miRNA-15a and miRNA-182 between survival group and death group
were compared. Results Among the 55 patients, 28 were diagnosed as sepsis and 27 were diagnosed as septic shock.At
Oh, the levels of procalcitonin (PCT) and sequential organ failure assessment (SOFA ) score in septic group were lower
than those in septic shock group (1=-2.78,7=642.00, P<<0.05) , and the relative expression of miR—182 was lower than
that in septic shock group (i=-5.81, P<<0.05).0f the 55 patients, 45 survived and 10 died within 28 days.At Oh, PCT
and SOFA in the survival group were lower than those in the death group (=-2.97,-2.05, Z=79.00, P<<0.05) ,and the
relative expression of miRNA-182 was lower than that in the death group (1=-3.92, P<<0.05).At 72 h,the CRP, PCT

and SOFA of the survival group were lower than

DOI:10.13558/j.cnki.issn1672-3686.2022.003.008 those of the death group (1=-4.28,-3.95,7=5.50, P
BT H T ARG H (2018A42) <0.05) , the relative expression of miR-182 was
YEF BA7 . 315800  WIVL T3, T X AN R ERE lower than that of the death group, but the relative
ST expression of miRNA —15a was higher than that of
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the death group, the differences were statistically significant (1=-5.31,3.31, P<<0.05).The CRP,PCT and miRNA-182
in the survival group of sepsis at 72h was lower than that in the death group (=-3.12,-3.51,-10.19, P<<0.05) , the

miRNA-15a in survival group was higher than that in death group (i=11.19, P<<0.05). Conclusion MiRNA-15a and

miRNA-182 can be used as potential biomarkers to help to stratify the disease severity and judge the prognosis of

patients with sepsis.
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miRNA) & —Z BT /N3 (20 ~ 24 AT IR ) o ey
R miRNA 3k 580  JERE PR MAEAT 4 2 V)
AR CHES . E A BFFE 7R miR—15a 5 microRNA -
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i DI R I e SR 3 o AR A - OB #EIE 1Y
SR UERT B 55 = WO T IR BERE FIM T AE IR 5 1
SO EBRIERN Q) | JES A RIS ; @4F R 184
PALE,80% LATR o HHEBRFRIED : 3T 24 ~ 48 h A
REHIBERY . W T RAARBEAC T Z Dl x4t BT
A2 5ESH G NEZ AR E . A 550
BEINAARUAITE, Horh Bk 3501 Lotk 2001 5 48
1% 36 ~ 782 - HJAFY (61.10£10.00) % 5 YL B «
TG I 28151 I IR Z2 V149 i 14481 HCA B AL 2451 5
B IFRE 73 AT < 2 B ZE M If 58995 (chronic obstructive
pulmonary disease, COPD) 10 ,.C» L3 52 12451 | 12
PEF R 5161 AL 2481

12 JiiE WOR AL B —Bim R BTRL, f 54
i P AR COPD 52 U S 18 1 T fiE i
Uiy S AR S, A6 I 1 2148 11 (hemoglobin, Hb) | 1
4 M2 (white blood cell, WBC) . C—J i & [ (C—reac-
tive protein, CRP) . [&55 £ 5 (procalcitonin ,PCT) &
KA, IF AT F B 4% = 9 PP A (sequential organ

prognosis

failure assessment score, SOFA)ZE . FrG A B H
RfD7 28 d,iC 5% 28 d NS 45

R R BIAEALLF 0 h .24 h 48 h X 72 h
FHPUEEE R MAE . PTA MR AL 5 37 BIHEA T i 2
SYEACEL, B R R IE I E-80°C Nl fF 2
WE o A FHSE I 28 65 1 R A W 5% I 07 (real time
fluorescent quantitative polymerase chain reaction,
RT-qPCR) I 5E ML 3% ' miR—15a & miR—182 AYAH X
ik, I 72 h 50 h 19 CRP.PCT. . miR-15a 5
miR-182 W25 {8, [AMeREAE 20 5 M e M K v 21
K28 d WAAFA S5 AET-407E CRP \PCT & miR-15a
5 miR-182 &% J7 fi i 22 5% , LA & 5 CRP . PCT,
miR-15a .miR-182 s AL AL R .
1.3 Guits#rik SR SPSS 20.0 #1754 #r -
IEAGORER I E bR 22 (s ) Fom R oA 5
TR ASGERER I rh A5 (1 367 500 ) o , R EURR
Je UG5 5 THECFORER I (%) 2, R xR 56
W P<0.05 H2ZEFAGIEE XL
2 #R
2.1 55151 58 312 Wt Ay Ik i 28151 | i i M AR B
276 . WA A A AL I IR 48 B T miR—15a,
miR-182 fHXf ik LA W3 1

FH 1 AT DL, P2 R AR ) SRS AR
AR WBC.CRP 457 TH LL#R , 2 R LG22
X (x*=0.01.2.09, t535=-1.09 . -1.94 ~1.12, P¥] >
0.05) ; BIZHL7E A HAE 77 i (COPD UL B 18 1
s B R AL ) FuA, 252 R TG T4 8 L (o A=
0.00.0.00.1.86.2.15, P#>0.05) . 7 AZHRT, k7
JiE 41 58 3 1% Hb & T IR BEE TR 7e 41 (1=3.45, P<
0.05) , PCT 7KF-Fl1 SOF A PF4 I T MesRAE MK 7e 4
ER WG #E L (=-2.78, 7=642.00, P¥] <
0.05) . JHeTEAEZH miR—182 AH X Fe 15 & B B AR Tk
BAEMEIR A, 2 R A G E L (1=-5.81, P<
0.05) , I P ZH i) miR—15a %) ek & iR, 22 5% 0
it EE L (=-1.21,P>0.05).
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Jo 28 25
R IZ 59.68+10.83  62.63+ 9.10
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Hb/g/L 1205+ 2.08 1007+ 2.20%
CRP/mg/L 116.61 £55.82  134.56 +62.94
PCT/ng/ml 1581 +12.94 2943+ 425%
SOFA/SY 4.00(3.00,5.00) 7.00(5.00,8.00)*
miR-15a 4%

024+ 0.10  0.28x0.12
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miR-182 A%}
437+ 0.84  6.05%1.28*
Fike

¥ SIREEEL LR, P<<0.05,
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7R, 22 R TG = L (¢4 01=0.07 .
2.31,=-0.68, P¥>0.05) . TEAIFREN 1, A AFH
BEA IS RIS TIE T4, 2 5 A%t
23 X (x’=6.47, P<0.05) , LA A IFIE , 418 He s,

SBITG IR L (5 =1.15.0.48 .1.41, P
>0.05).

TE0 h i}, AEFE 40 i CRP . PCT 7K 3F- i SOFA P
ST IET- 4 (14391=-2.97 .-2.05, Z=79.00, P
<0.05) . miR-182 FHXJ KA T LI AR TALT-4H (¢
=-3.92, P<0.05) , P 2 i) miR—15a AH X} 3% ik & [k
B, ZSGI2#E L (=-0.93,P>0.05), 7£72 h

I, R4 H 3 1Y CRP . PCT 7K Fl SOFA 343 4115
FACT-4 (153 5)=-4.28 .-3.95,7=5.50, P} <0.05) ,
miR - 182 A X} ik & B WAL FALT-41, miR—15a #f
Xof A I W TR T (¢4 )=-5.31.3.31, P
<0.05),

K2 WAL G RARAE AR

P51 /451) Jt 29 6

Lk 16 4
JRYLERAL] RS 22 6

WIRARGE 10 1

it 12 2

AR 1 1
COPD/f5i B 7 3

Jc 38 7
DU A 9 3

Jc 36 7
YR A 2% 3

JC 43 7
e A 1 9

¥ 44 1
LS Tk 60.72+ 9.71 63.13 = 11.92
CRP/mg/L Oh 114.91 £5424%  172.72 +62.16

72h 55.93 +34.69%  144.12 + 63.08
PCT/ng/ml 0h 20.07 = 15.71%  33.40 +28.78

72h 7.02£11.40%  26.74 +23.86
SOFA/J> Oh  4.00(3.00,6.00)* 8.00( 5.00, 9.00)

72h  3.00(2.00,4.50)* 14.00(11.25,19.25)
miR-15a48%f Oh 0.25+0.10 0.30+0.16

FikE 72h 0.40 + 0.18* 0.20 £ 0.09
miR-182#%f O0h 4.90 + 1.12% 6.56 + 1.59
Fik®E 72h 3.94 = 1.24* 9.04 £ 3.00

i SR L, P<<0.05,
2.3 CRP.PCT.miRNA Fik s AR & 5 M i
BH 28 d TG KR WK 3

M % 3 0l 0L, A A7 41 -4 72 h 9 CRP.PCT,
miR-182 B FRFREE I B K TAET- 41, 2R H G
TR (143 5=-3.12 ,-3.51 ,-10.19, P¥J<0.05) ;
miR—15a i W FH AR B 8 R FAET-4H , 2 A &t
X (=11.19,P<0.05)
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&3 CRP.PCT.miRNAEXHshAS5HE 28 dHE LR

Ef=LY A A FET-EH

ACRP/% -51.02 £ 21.15 -12.50 £ 37.81*
APCT/% -71.40 £ 20.12 -27.18 + 38.58%*
AmiR-15a/% 62.08 + 33.62 -27.30 = 17.80*
AmiR-182/% —-19.87 + 14.66 36.20 + 20.18*

o SR I, P<0.05.
3 itig

Jie B 7E FRE Wi B = RN S AR e — Rl g
R UL H B 10 4 B SE ROV 25 A AE , 2 TR
IRYTREI R R TS . SR, E I RS R
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B BE DR R TR I 4 v ) — A T B AR Ay W
5 1) miRNA 2R I8 B IA Ay J& — s B2 9 15 LA, an
RE X MMEIET A (H R i — s g 2
P QR AE IR ERAE" . SRS 1 AR
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miR-182 1E iy — A {2 R JL A, R4 oF 2% B 40 -
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