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[Abstract] Sepsis is a refractory critical illness caused by infection. Clinicians use relevant biological indicators,
combined with the physiological status and personal experience of sepsis patients to monitor the condition and assess
the prognosis, which helps in preventing the development of the condition and reduce the mortality. New guidelines for
the diagnosis and treatment of sepsis continue to emerge for early diagnosis and timely treatment and improve patient
prognosis. However, it is still difficult to identify severe patients at an early stage and predict prognosis. At present, a
series of basic and clinical studies on sepsis biomarkers are emerging, but no marker can achieve 100% sensitivity and
specificity at the same time. In recent years, the use of nucleic acids to assess the condition of patients with sepsis and
predict the prognosis has received increasing attention from researchers. This article reviews the role of cell-free DNA
(cf=DNA), plasma mitochondrial DNA (mtDNA), microRNA (miRNA), and long-chain noncoding RNA (IncRNA) in the
pathological process of sepsis and its relationship with prognosis, with a view of providing a deeper understanding of
the mechanism of sepsis occurrence and development, as well as finding new markers for evaluating the condition and
prognosis of sepsis.
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MeEEIE S TAE WP B (ICU) & WL AR PR s 2 —
2 PR TR BRSSO 2 VA T 3 ™ o P s B A A R
DIREZERL, BRI RAEL e N ] & B M ke I o,
SURAEIR . NP S 2 AR IR A RESE T I A KR
Bt 21.5 77 BEINRIER A 18% ~ 30% ', AEAGFE AR 4k
B B A 80% L HRTA A A f] — T A RS
RERA Y S WL S FR A TS o« R TR) RS R I BB I
NN, Z e B AN, 05 R el ol o, R () A
I B AR T RE S 2 s M I UG o Bl ZE RS Y
WAL AETEE RNA JEH RS DNA (of-DNA) ZEMeFAE 1
P AR AR5 RS PR R A Y S , T AT 25 AT LA HL v fff s Sz

e e 75 0 B A M D) 1 RN TS W7 BB A A R R E A
FREHRSHOA LI KT S5 B TR 1 RIEATLRA , LI
PRI SR FIEE IR A R B A IR LI I SR 32 it 52
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YA of-DNA XFRHIAM DNA, FRIRFSE 2 % 30, Hebyed B
MR f-DNA 7K F-BA S TR g s, HLR 5675
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M cf-DNA 11975 16 55 e #5RF G 28 20 iR ) 2 L W 20
FITHBEMUS A 5 . I of-DNA ZKF- T S5 ™ s A Al
T AT A AR DEE . M1 Y 20 EL A R R S S B | TR
TR TR AR RE 7 5 M2 5 I 40 i B 18 42 R 4 41
SR SEREMEIIRE 1. MeFRAE R S KA ML B AN i
PR R SRR, AR B 1) S RE N, 253 A 228 B AR
YU, ZCFEGET, L, i M1 BURT M2 A 53
F 0 48 J2 107 516 42 22 [ Pl T X 2507l 5
SN SZ ISR R R 40 of-DNA ZKF5 M1 5 /M2 AU
W 241 L H 191 222 1F KOG (R*=0.8539). Clementi 258 4555 41
JitL cf-DNA 7KV X FEEAE FiL i (52, TP e 77— T4l A 34 ]
FRE BN BRI T, 45 R I, A of-DNA 7K-7E Mo £
WP T, AL T & S I8 (ARF), B CIA
JF R, TR AR 22, — 04N A 108 {51 2B 35 4 [l i e
T 7R, of-DNA XHHEBEAE B FUS Y B AL R4y, 221
B TAERFAE I ZE T AL (AUC) A 0.961; BE A A5 R 5 (PCT)
Az plg S8 MR BRRBLE5 T (APACHE 1D J5, AUC
HA, 4 0.982 0, HAT of-DNA HIEHFIE K £ R/ INeE A B
5T, U PF AR A FE R .

2 MM#FLEHKIE DNA (mtDNA)

1iL3% miDNA JEZEFERRIRES T AN sl 2Rk iR s i B =
TEFRF ) of-DNA. T3 miDNA 0] e A PRI =X, B
BRSO 25 G 1 & T UM EAEIE 08 3 BEFh A A2
G R AEAR S, BT e — 2R

1fiL3% mDNA A /E R FEAE B 46T A TN PR F . Harrington
Al 2 G 55 R L 3k 16 TBF Y40 T mtDNA 7K -5
AR Z Al ZR, Horf 11 100 (68.8% ) 4 i — & A G AT
TG 5 10 WAFFETA T miDNA FUAET-1Y AUC,
$70.61 ~0.95, 1fiL3% mDNA 3813 376 Toll #3149 (TLR9)
T B S R M AT R SR B B0 (AKD), 3l 3 TLRO/ B4 53
b H F 88 (MyD88) / 144 5t Al F —xB (NF-xB) i B% 175 & M
FRIE B F I 2 (ALD ', S50 14k & DNA
(ox-mtDNA )2 SIRTEAEAN SE ALLIIE Y, 2 B iy S 5
RN R AT T miDNA SRR £ A0 Sk
SE R HLHRIAE S 5 LR AR T B 432 0 T A
FARWBHERES) RA T EMEAE (AR ST FAR
(P BEE  B OR AL s R R AT
T REERE B 1R R, AR JT A AEAE 427 30 d
FEHGEHRE R Yan 47O HRIE M miDNA 16 Me4E 12
W AT P, AT 123 Bl RER2 B L, % IR ie
WA 43 g 3 e a5 A 41 (70 f51)) FITHAE e hE 41 (53 1)),
FEBEHLIEERE 30 1 FE MR AR R YL B LFN 30 il fE e L AR R
Xif B 25 5L R, FRE R #2113 miDNA 7K P R 13
JeFEITEZH (ng/L : 1502.77 Lt 667.35, P<0.001) ; BE 24 B &
U FERE T, M2 mtDNA ACE 82, HAE T4 W T
FEI% 4 (ng/L : 1269.89 [ 865.10, P<0.001). Yang &5 "1
200 (il AR B F ATFFEXS G, 01T T o0 28 d Wy miTHEMERT
9%, MRBRIE FR 3 A2 T A% 44 B Sepsis-3 2 WiAR1fE, 200 £

B 28 dAFIG SAET B LA 138 ¢ 62, 771 41 SR 4% 4 i
miDNA $ VUS55 46140, 406.68 1. 320.57, P=0.001 );
TZATFEE PE—25 LA mtDNA 45 11 50362.6 1 N RI51E il
HERFA R A AN mDNA $5 D15 AIE A% 4N mDNA
¥ DUBUA 38 H Kaplan-Meier AbBRA0HT , 45 SRR, =0 5% 40
fitl mtDNA #5 D154 28 d 771 B IL A% A1 M mtDNA $5 11
B HE E (P<0.05),
3 /)y RNA (miRNA)

miRNA J& 1 19 ~ 23 M H IR 20 Y B IR 45 L R 3
VEHIM AR 12065 RNA, 25 R 24 B B A, an4i i
5 A AT R RB A, TR miRNA f94E
WFAT RIS oy W SR L R L R LAY
P85 2247 T AR T I i RS 1) miRNA 76 A4
P TP R S R B

/N RNA-223 (miR-223) /2 X e fhk bl s7 % St ik
ML, 2 5 IR R G, TRV 2 S RE Mg R e g
S A L, FERMERE T, miRNA 8 B )
BHEREE M claudin-8 5% F IR ER T E A2 -7 (IL-7)
AL SRR L 5 TR KBTS 4, miR-223 S@ A ik
FF NS | F5 SR e s (AHR/ARNT) 412 1 4 5E I
B0 FERGSERZ T, miRNA S8 5 NF-«B {553 5 1 %
TRRAMNH] A T, AR5 S K 2 s miR-223-3p
AL 0 2 58 E IR Z ARG 5 1L 1 mRNA SRR 2
TOX AR 2 R I AU, DI CRAP SE 9GP 1 B S e PR I B
TR TASE ) 5 7 WURESE P, miR-223 J i 9645 =
WML S P BRSG AE 1 1 (RASAL) A SR AR IR IUEIFE )
WA R A2 s miR-223 A5 26 (1354085 B/ W7L3h
YIaIng: ZARE 1 (AK/mTOR ) @AM B S 00058 A/
B LA I (NRCM) 1 HOe2 o0 JTL4H JHE 0 52 Bk 420 375 5 114
T2 R i B

JHEFFAE I SR R B 7 Z 30 B 2 R R 520
N T HETE miR-223 TEMEEEAT 6t B JE S5, Colbert 4512
FHAS ) 7k A P miR-223 56 R o 535 Fie 75 i /) BRUASE A8, [ s
5 IO A /N FRAEA T X R 25 B 7, miR-223 XN R 77k
b PR 1 A /N B R A ] < R R G 22 B (LPS) 2%
JnJEl miR-223 JE DK AR /N BRUA ARF, (R 7E B I 45 FL 2 fL
AR (CLP) 4 PR miR-223 FEFH /N BLUrP U 25082 ARF (1)
FEEFERE . 2020 AF—TRHFFT R, miR-223-3p W N
R EMERFR (EAH) K RUAAZ AN . P pkkr 4 it A 09 75 16
L 5 A0 B 0, T IR 8 2 L L 1L-6, TL-12 Rk [
F CCL2. CCL3, CXCL1., CXCL2 A% 5t 35 5 W 9TA WL
N, FEEFYEVEARTORS MG I PR 22 (NASH) i, miR-223-3p
AT 2k A A A A & IRE R R 41 (HSCs) T Ak 5
miR-223-3p i i 520 EAH 1 NASH P 24 1 1L-18 Bl
B IL-1B 5 NOD FEAZ IR G545 # 5% (NLRP3) (96 A, LA
TR A G TR S 2 e R 2R A 8 1 pl0 (caspase—l p]()) fry
ALK BELIWT NLRP3 48R (A 3800 , DT 20767 2he Pk AT
REVER,
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Wu 250 SR TR PERF 9T J7 v, ¥ 187 il e i 0 F %5
1 186 151 filt & B JE % HEAT Xk BRI 9T, e 5 K 56 K8l 23 Hr
R, BEFRIE A miR-223 B3R5 WA ik i T{a B X R4 (P<
0.001), HAET-ZH B 5t = A& 4 (P<<0.001) ; miR-223 Tl
FETIH AUC 2K 0.60 , RS AR5 14 200N 83.5% . 38.9%
miR-223 75 Z A #8125 A [ I SCEE L, AT 1Y
JEAR PR & A, A IR IR P & R L (R 24T T miR-223
P e FAE TP AR F BIA AT IH B =, AR ZE T R 58 2 A 5
i A

miR-155 A LA 3o 986 M B 0 S50 A O HlE ot 292 %
BSOS ISR D RER DR B e B 0E 5 | S 1) O D R IR
MRS AEHG R Sy W], Mg U miR-155
(235 IR T 0 IR L 65 30 3 1 18 im0 7K ok L W6 2
BB | S0 Ay KA A S — AR IV IR 1T / 26 I G
(NO/CGMP/PKG ) {75 5 B¢k 3G 2. miR-155 sy
DAAE i 375 i 0l 22 2 11 SN K R A2 10 45 5 7K 38 1T (Ang T 1
UM S AR -1 AOTE I R MR A DG Y O T R A
MITFARZET- 2 Liu 2 2 B8 T miR-155 555 > &
PTG 0GR , B BRI B M miR-155 7KF-HH
o T X IR AL (P<<0.05), H.45 5 W fife 350 7™ F L 3 1)
T B RBP4 (SOFA) S IEHIE (r=0.641, P<<0.05) ; [A]
A, miR-155 T 28 d 7735 A9 AUC 4 0.763 (P<<0.05), Han
AEDS VPR 44 91 T AR SR 102 AR R AN
19 il e Rk B VR M A 4, 25 5 R | 7™ T e S
FERE TS ALL HR2 1M miR-155 F1 miR-146a /K V-1 55 25 5
TN AL, 3K miR-155 W] T ™ 5 e 500 B e 2 BT
FALL #3530 d 46T, AUC 4 0.78.

miR-25 HAT ) 81 S B R 5 A 11 B1 (HMGB1) 3
TR E A 5 M TR VE T . RS 2, 55 R X R
ZHAR EE, RS R I AN SRR IS 4l HMGB1 26
KT, miR-25 Feak AL ; iF— 2D RSN SZIGZ5 B, LPS
ALPRJE EELN I HMGB1 (W335 p65 Btk /K-35 R,
1M miR-25 [ 33K B AR, M miR-25 A9k ] it i F
HMGB1 AYZK , Stk 5 PEAN M PR 7200 , T S BOIR BRAE Y
KA REEAE BRI miR-25 FIk T RE 5 A AL
¢, H miR-25 35 (274%%) <0.492 B, 28 d JRIEEF 4
71 miR-25 A BRON LA IR RS

miR-125b fE 5 R G0 L & MHef P B fel
PR T LA 3 IR 9505 5 7% 5 RN Sy 7 3 (STAT3)
0 55 B 0 SR A PCT 36351 7635 miR-125b
AR G 7 4 e /N BRI TP, miR-125h 1T L3 st 10 f) e
FEH T2 K4 G F 6 (TRAF6) A 519 NF-xB i1k, i %
0550 200 e 1] 85 B 431 -1 (TCAM=1) 1 0457 400 Jp 86 B 205 -1
(VCAM-1) B35, Ji /0 I 40 it A0 e s 4 g e 0 L Y
FAE  FEAC NS IR SR BE T (TNF) FIL B 7KSF , il 4
FER pS3 AP T-AHSEIE A Bax, Bak1 BFEIA, [l As B 40 i
MeFEAE I T A0 D LA I T 5 5 R 5 e 8 s 7 B HE AL
Ft, miR-125b IR ISR IREEAE S IO DI RER 4, i

EREEE R,

miR-150 ELA7 15 P4 2 A A Fn il 45T s e o A8
/INERSEEE R R B, miR-150 B 38 52 0 a4 A A 2R -2(Ang-2)
1477 A RV 5 Bt o D I B0 5 | 1 I 48349, AT
AT 5 Roderburg 4503 223 Mol 5 T R (Hi
138 BT A MeFRAEARIE ) BY LTS miR-150 7KFHE1 72041, IF
55 76 fFlHRE R IR AT HOE, 450 R L 1L miR-150 7K
5P S RE R RS A 54, /I miR-150 175 7K P55 K B 1S AR
2 ; miR-150 T0M 28 d 9 SL3R 1) AUC K 0.95 (P<0.05),
JEREE R S 3R 98.7% . 84.6% .

miR-122 J&—Fp F 228 TR ZUR R 540 RNA, AT
Z 5 AN A 3G . o3 A AR T, 2 T4 45 45 A0
JESHT PR S . Wang 45 7E— T 40 A 232 1 H 3% F BA
HIREFE T & B, miR-122 RI BN R ICU £ 35 1 28 dFRAER
Rahmel 45" SR FRTREFERTIE T, LA 30 d 4736 3R 1E R 45 R
TebR, 25 R R SET- AU MeFEIE SR miR-122 3Rk 2RIk
RERE YT B A 40 475 5 miR-122 fOF A (2727) 24 0.04
I, S () AUC A 0.728(P<<0.001 ), RS EE Rk 588
Wk 42.5% . 94.1% ; 22N % Logistic [M1JA43H7 75 , miR-122
& 30 d FET A ST FE R R 2R
4 JK4E9E4AD RNA (IncRNA)

IncRNA J2& — 2 B I P9 325 3k 17 7F 1 5 A K 3
i 200 nt A9 RNA, v T2 8] X, J& TR PEIE S RNA .
IncRNA UM ALY =E 24, BARAR B RS M
JB , FLE 0 A T 200 6 I N 4 R 1 G SR TR, O 22 R T
P BE IR 1 23R K-, 5 IR T i 9 2 2 1 0 R i 2477 5
PR B ARG

PGP B 1Y IncRNA 2 75 0] LUIAE A PPl e 2 0 ™
TR sl W TS AR R R I R R A S0 g el 2 — . —
THET S 152 {51 Je 7 0 H8 3 A1 150 {51) £ B %) 6 3 1 F 98 3
W1, IncRNA #% & 5 F & 7R 1 (NEAT1) A9 I3 K5
WLTF 5 (2 R 7, 3 TNF- o | IL-1B |, TL-6 AT IL-8 &2 i 3
TEARSE , 105 A 3Pk 40 M PR 7 TL-10 52 835 6 ¢, TR RE
% I W B AE B A R I e AR AN 5 WA o T R
IR, IncRNA NEAT1 283538 2 %2 A e 508 /9 2k 57 5 56
HZ (P<0.01); JET-2H 4% IncRNA NEAT1 B3Rk B 5 AT
1% 2H W 2 3% Jin (P=0.006), T H. IncRNA NEAT1 F U €1~
[ AUC H 0.641 2, FE—TU5FX] 22 (e A8 25 22 43
{a RS B PR MARAS T IneRNA RS ST i R 31,
WIZLIIA 1316 4~ IncRNAs fREE 2 53835, SR FE IR 1L
B, M IE SR EAT 771 AT, 545 A4 BIEL P 2L IneRNA
ENST00000452391.1 . uc001viji.1, uc021zxw.1 7E i 2 5 5 f
FREX RE A (] A8 25 S5 R A 52, L IneRN A ENST00000504301.1
H1 ENST00000452391.1 #E MeEERE LT 41 S5 776 4L =2 ] (1) 3%
AR R D) NED25 P 9 IncRNA 1T LUE 1 98
miR-125b/STAT3/PCT/NO 15 % 3 [ 8 5 R I 19 5 53 i
NED25 JE K IncRNA -5 B & A AR e . — Tk
RIS, SRS A MR A4 1 (IneMALATY) dlad 5
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miR-125b 1 p38 £2 54 2 1 {b. 2 11 I i (p38MAPK ) /NF-«B
8 PO M A P I 1 I 0 10 O S0 B D BB A
S5TEEE ML, IncRNA 28 LA 172 (ITSN1/2) LT &
5k, TH REE HH U A9 AUC 4 0.654 %), IncRNA
UL R Ca™ -ATP i 2a 411 il FE A 1 (ZFAST) 55 e 89 % 2E
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J5 455, AUC H 0.628 7,

25 LIk AL G b FATTEE A S & 2B B Y 41 R
T AEPT R (1 80CE S SRE R 1, W0 PCT AN B 4l s
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miRNA Fl IncRNA ¥ 5 R HEERE U5 AHOC IR ABFFEAR AL,
A BE A IREEAE A TR T AR LB A HE A
PR A EH I AR 25 s
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