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[Abstract] Sepsis is one of the leading causes of death in intensive care unit (ICU) patients, typically resulting
from excessive inflammation induced by infection, leading to multiple organ dysfunction syndrome and life-threatening
complications. Exosomes are a type of exiracellular vesicle that are lipid bilayered nanoparticles secreted by cells. In
recent years, numerous studies have demonstrated their involvement in the occurrence and development of sepsis. The
various molecular substances carried by exosomes have been shown to regulate sepsis-related inflammation and organ
damage. In particular, different types of exosomes hold promise as diagnostic biomarkers for sepsis patients, and also
provide new therapeutic targets for improving patient outcomes. This review was conducted on the research progress
concerning the relationship between exosomes and sepsis, sepsis associated-acute lung injury (SA-ALI), sepsis associated
encephalopathy (SAE), sepsis associated-acute kidney injury (SA-AKI), sepsis associated cardiomyopathy (SIC), and
other organ injuries related to sepsis. This study aims to assist in guiding clinical diagnosis and treatment.
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FIR S R fﬁ}ﬁiﬁ'ﬂf“ﬁﬂﬁ?‘ﬁﬂ%ﬁ?ﬁlﬂfﬁ ﬁE IFEZii
WOLERM R SR
TR A SR bR 5 VRS DF R GE 1T, 2017 4E 2 3R IEEIE i
%k % 4 890 ﬁ,,\qjﬁEE%%‘%&Q’Jﬁ 1 100 J3, (i [ml4FE
ABET RN 19.7% 0 SR, FIRG I G ] 38 A0 M EEAE 12
Wr AR, PRI Y R B8 A A 1542 Wl 12 04 AU

YR WA NEENT (extracellular vehicle, EV) &—2KH 4 E
B R TR 1) JEAE D, BEFE FS mRNA | B/ RNA(mit‘mRNA
miRNA) FI4E (5 % 30404000, s 0 40 9 T g E

iSSP S R NN L0 O W S L RUVY NN M%&‘{@&ﬂtd\ﬁi
G Horp AMRAJE EAR R 40 ~ 160 nm (1Y/NIEL, 5 AR
PR TZAFAE T A AR 45 mRNA . miRNA | Rk

(lipopolysaccharide,, LPS) J& Hix

RNA (circular RNA, circRNA ), DNA K HORUR AN 1Y 8
FBAEIT S P A i 40 A0 U £ 5 i L 7
FIIRE. LTI 0T, SN AR R | SR | O A
TR ] B S PR 5 2 Fhpes p R e

I, RFEANIMATLELER SR AL A4 FAT BT A 8 WA E Y
BWHR S FATTH A

1 Mk SBREE

11 MBS BREEAE B - RS R, Z2 505
WMAZ S T IRBEAE SR AR B 00 e B, A B 0 e 2
E WO B2 AR S SR P 0 MR e i
LR A MR miRNA Fl mRNA k% bR R, B
WIMeRERE BT 65 R MM miRNA 7K & AE T W i M 72E
S E AP (peroxidase, POD )., i AW B ALIE Rl 5 1 3
(peroxiredoxin 3, PRDX3) Fil i %8 1k ¥y 1B Ak il 2 ( superoxide



c 252 -

rhE P ES S A feaE 2024 4E 4 145 31 4255 2 1 Chin J TCM WM Crit Care, April 2024, Vol.31, No.2

dismutase 2, SOD2) 45 5 S AL AR SC 1 ZM A mRNA
TR T 5 WAk, SORAERE SR M1 (forkhead box
protein M1, FOXM1 ) R SR 2 (glutaredoxin 2,GLRX2)
A5 G AR U R R G B PR Bk 0 L AT R AR
PR R ARIRAY mRNA , miRNA 325 T 5 41 & | 4
AU AN JERE LI o 41 Habimana 451" 4R35, By Sh WA (0. 352
B4 35 473 A1 5 43 F 55 28 (damage-associated molecular pattern,
DAMP) ., #UR T 1 (heat shock protein, HSP) e iR 2%
FEH B1 (high mobility group box 1, HMGB1 ) 254 5t A] LAJH 7
JHREEREAH DG 1 SEE ST

WFFEIERH , SMMALL 51 miRNAs 25 T IR EEIE R
RESONE. 8 A A BRI AT A R S MR RNA-146a
(microRNA-146a, miR-146a) REFEAIR A0 3R 1 S22 KA C
% T 1 (interleukin-1 receptor-associated kinase 1, IRAK-1) #i1
E*@ﬂ:% %&Mﬂ‘ﬁ?&% 6 (lumor necrosis factor receptor
related factor 6, TRAF6) [ 35 , WA ] e 754 /1N B Y 28
SiE I Alexander 25100 % B, B 5 4R 40 i 43 00 £ S0 4
R/ RNA-155 (microRNA-155, miR-155) 1 miR-146a 7£
BHARA SOIR 20 S |, BRI T XS N BE R L. Ab
WAMA miR-155 AT 34 55§18 240 B 48 AE AR OCHE (K] ) 2R3k, 1 04
& miR-146a B 1E MG 7 AR 2. 78 LPS 755 19/ BUIR 3
FERSEA R i ORI SR BERE T — AL B A B (nitric
oxide synthase, NOS), it J5i %I %l i I (nicotinamide adenine
dinucleotide phosphate, NADPH) & 4k i F1 — i £k 55 44 il
(protein disulfide isomerase, PDI), f& & miR-223 7K 3, 5] i
JAE N N A ThAg R 0. Ak, Lin 55 HESE T
J T R R AE A8 AN AR miR-155 ik B, O H, H 3Rk

%Lﬁ’?ﬁﬁﬁﬁﬁ%iyﬁ(sequential organ failure assessment,
SOFA) S IEARSG . PA ERIFSE R R EEE (IR S e 1t
TR

1.2 SNBRSHE RIS N . BT, IRBRIE S 200 T AR
=5 B T 105 5%, SR LG FREERT R, ELR vk BHMEAS
AR (BRI, B VR AR AEAS [R5 S AR T T e
TR NAR IS AN AR . Bt L 28 LPS Ham /N BUii2e
LUR S A G T LE I (bronchoalveolar lavage fluid, BALF)
H Ah W MK miR-21, miR-25, miR-27b, miR-100, miR-140.,
miR-142-3p. miR-181c, miR-187, miR-194, miR-214, miR-
223 Fl miR-224 (/KPR THR 1 MBI HEARE, 723
22 PR AT G R SR 4 L S UM let-Ta T miR-150 (14
FRWERAT ", WA, LT B AN | % KSR )
HRAT ARSI o PRI, B2 6t S I AT I 7 1 AN
TR AR A LI 3 S AR G A A 35 0 R ff i S 14
A B TR SRR R ORI

1.3 AMMA SIREEERTATT « SMBRRT IR BEAE 1967 4E
(SR € 200/ OTI e SRl 11 Whee w1 (mesenchymal stem
cell, MSC) &7 "™ 5 A AE S AR G A% B i Th IR 7 4
ECRRRFSTIESE ) SR TR 4R 5 s Iz B A
TR MSC R Z 5088 il T HF L BRI 45 2% 5 b AU/ i
RESIIA HARZHZ . DRI, il S HAl 7 OB AT AT
Bo Sun % IHRSRW, A MSC A R9AMBIK miR-27h 7T
DL o BEAIR A 58 PR 7 (8 R R A T A% 5 7 PH - -xB (nuclear
factor-kB, NF-«B) il # ) 30 , DA T2 Ak Jik B2 E /)N BUE IR o
MSC AR A Sh A 1A miR-21 A 3 2o 00 ) s e P A g SE 2 PR
T 4 (programmed cell death 4, PDCD4 ) ()35 FIE 0 F 140

R1 SMDRTERRES S BT P B ST R

LR LNAEAL Y ANBAKIRANN  BEACRTIR BRI FIAKOF FZAEF Kt
miR-125h '*! I 3 A T SEREAR
POD, POD mRNA , PRDX3., Jlikiid A Thie SEREARELE
SOD2, GLRX2 *!
miR-155 " MR I A FHE %k SOFA WML M
NOS. NADPH 4t pDI " 1iL/MVR I35 N ThEs WIS miR-233 2K, AT S0 S W A A D RE R
miR-21, miR-25 . miR-27b miR-100., BALF /NER THE LPS N RIS 5 1 /R
miR-140, miR-142-3p .,
miR-181c, miR-187
miR-194 . miR-214
miR-223, miR-224 "/
let-7a . miR-150 "’ IR A IR LB R B R R i T
miR-30d-5p EZia k] NG # o R SOCST A SIRTI S NF-«B il , 5 I
2R ML AR AR ANAET e e /N B 5 S R
Ik SA-ALI
pE ! ittt 1z 2 BALF JNEL THE SRR, 5 AR R SR i
IEC SRS IEC IR MeapiE KR The BRI RS F A HA M1 1k, (e
IL-18 . 1L-6 Fll TNF- o 25 RAE K F BT
NHE3 ' BN R 2 PR KA FHE SA-AKI KRR SMBA NHE3 £ 5 B B 7, HAE
TS0 AKT KRR LG SCr #ERi TR 1~2d
ATF3 7 PRI A Fhis SA-AKI BF RIS ATF3 KT RS T

TRENTE, B 5 AKI ™ & R 2 E ARG
1« PE MR P9 KR, NHE3 Sl / EACH T 3, ATF3 G sk AT 3 5 25 R IC e




PET RS A SRAE 2024 4F 4 A5 31 55 2 W] Chin ] TCM WM Crit Care, April 2024, Vol.31, No.2

* 253 -

P VL2 5% A T 3 T R A /N B ) 48 0 2 B S AR A7
AR, AR 40 B ke U5 A0 A AR B I 1 L W 2
(1) M2 BB AL, PR IR -E2 AOCHH - 7 LR A A 1 -1
(nuclear factor erythroid 2-related factor 2/heme oxygenase-1,
Nrf-2/HO-1) i, B A% 15 ¥ 4 (reactive oxygen species, ROS)
S, TR DT, DT BCE I REAE /N B S S
IO R 3 SRR

FET R S L R FIOR U2 AF R, SN AR RE RN R4
B2 AR BN P F 1B (super-repressor kB, srlkB)
A LA a4 ) NF-kB B A% B 37 o J 2 48 AE K2 B Choi
%[34] PEHEHT srIkB 1Y /MNIMA (srIkB-loaded exosome, ex-srlkB)
20 mg/kg MEFE TS T IREERE/INEL, 7 d 5, W BRAE 2358 T,
4% ex-stlkB B9/ K Z AT, LAD ex-srlkB 183 0%
TN MRRREARDC B 4. A BFSEIESE AR L HA 25 25 3%
o B LR R AN A, T ARSI B R A 25 B DA
PR ARG TAL L AN e /N R B AR
19/ BLER SR A U ) A A i ey, AR UL ) 1Y
RERNE . LA ST IR R ISR 2 Wy T i
IR EEEIE B AN 14
2 HMAME 5 Bk GE 1 X 1 2 MR 1R 15 (sepsis associated-
acute lung injury, SA-ALI)

SA-ALI Ay R B AE e UL I —Fb 8% B DI e et 25
it LRk 50% 7,

2.1 MRS SA-ALL B9 KA HL T - 75 e B 5E 401, B
Wik 240 B =22 Sy M1 Y, AT BT B 1l 5 v 9 S UM ]
JAE I S LS A3 SA-ALL 1 %2 78 % 8 [l
LPS 755 L W 20 i 7306 1) 1100 1A v 0 B 30 15 i 240 i LA 55 4
W7 AW, i — 20 A IR IR FE I T - o (tumor necrosis
factor- , TNF-o ) (940 3470 Li %1 58 5 TNF- o 13
ZIEA AN, & B2 A0SR IR Y ZR A miR-30d-5p W] 3
PR T A0 A5 S e AW T 1 (suppressor of
cytokine signaling 1, SOCSI ) AT R A5 B A F 1 (silent
information regulatorl, SIRT1) A% NF-«B 1 5 , i75 5 F
AR M1 B AR T, DTN 20 /) B Y 8 RE B I -
PR SA-ALL, 278 MBA miR-30d-5p 459 1 i SA-ALI
HIS W A= br S, A7 B TR e A4 S i i

Moon 25 /N LR SR T R R (100% /<) 1~3d
Ji, T BALF PRI KGI 2] 5 1 caspase-3 [IAMIBE, B
DRI T Ml I L W 4 L, 38 5 Rho A DGR 1S 1
(Rho-associated protein kinase, ROCK 1 ) AR EE ALL /N ER
FIFRERL IV o LPS fEZE A Toll FEAZAA 4(Toll-like receptors 4,
TLR-4) 755 il ¥ b Bz 20 I B 25 A 1l 202 7Y KT8 ( prolyl
endopeptidase, PE ) ({5NBA" ", BETTH 3 458 KU , 518
PRIRREEAT . T B R AR A3/ B BALF v AR |
PRI AT EV (S5 S AR R ) Bt 3 i
Hf, EV &4 miR-17 Al miR-221 %5 4 5 B4 4 RNA, iX

R2 MNBMETERREERT PR R R

VARV UNINENL ] LRVAY N ST ol FEAICTR WFFExT 5 FEAEH i

miR-223 2 A MSC ML N FR{ES2 3A I STAT3 ik, 3t
JRE N AL LA AT T

miR-146a ' 2" Tz R i A (1R JINER ] JAE 2 0L

miR-27h 2 MSC JNEL PO RERE FR 5 NF-xB 38 I 13800

miR-21 %! MSC JNER I PDCD4 23k, Lk W4 i M2 itk
AR S SN S A SR

Bl T 20 ke I b 2 BT 40 JNER PR E RELRAE M2 ARk, P Nef-2/HO-1 Fil,
AT ROS BRR, Ji /i 4 RT3k, 1k
PRI ANK IEA e8]

miR126 %! A\ EPC N T P B hREREA , BlcsE il 45

EPC 541 A2 A EPC N B SA-ALLSEIR , MBS

B MSC SRR HHE MSC NG 0 L A R A S M1 RADE K,
PR A M2 HA Ak

IEC RN A IEC PN R B TEC A TR A MBI il e 50 A B
i ZR TR L v LA M1 TR AL,
T SAE EAES KR

HSPA12B % AR 2t IR N BTG PI3K-Akt il , F i ICAM ZA R4
2 e o5 A | RZERAR S 3 b i o S P ]

miR-126 > JINVER AR VE ] TCAM, I8 U JLZH 4 S8 A 40 M 1) 32 1)

miR-141 " BB MSC IR I Rk SIC /N RO LS RE , iz
M2 bl e i R R

miR-223 2 BB MSC N TVR{ES-2 3A FI STAT3 ik, %
RIE SN, LA AT

A MSC 4w 2 B MSC e i N L NF-xB 3 E 5 48 8 SR, 3007

B/ NE A T, SR S

T« STAT3 W55 3 SIS N 3 5 25 R T
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26 miRNAs 7] JIEF e A0 M55 % 22 LR A, R E R 5 R
B 1 HYZEIA | PN SRS A WA M1 A AE 7, (A
s itb— 2 AT SNIMATE DL L 1 R R 3 T BRI
2.2 HMATE SA-ALLIAYT A WF 58 BLAL - P9 F 4 45147
T H 2 MR AE A S S SN, T S AR,
A B M. PR T I A12B (heat shock protein A12B,
HSPA12B) = 2 i N B4 A2, FF B A B 4k
WA A BEFEIESE, SN HSPAT2B AT AR LA P4 B
A, WA SA-ALT IR A 361 1A K AL (endothelial
progenitor cell, EPC) S U5 19 4 A& miR-126 BEHD I N e )
A A, B 36 e 25 /N UM 95> 96 Zhou 45 4 4,
FT N EPC A HMBATT LZE ik SA-ALL /N BIE IR I 24
H W AWIERI, 2 EPCURTESMBRIAYT G, ALL/N
L BALF (0 20 MO B5CRE | 25 VR BE AL TNF- o L 1A 3R
(interleukins, IL-6 , IL-1B ) M v- T+ 3 % (interferon- v,
IFN-y ) 4 JEREA T o B AR 7. esh, EPC S ik
AT LIS LPS 755 14 Jifs & v Mo, 240 352 ) | it v 7K ik it
AL L5 BT, EPC S UAATT EA B 3% SA-ALL/IN L
T AR

Deng 4 B, BB MSC A UEHY S T LA 3]
Wk 2 PRI ik, E AT 00T JEG M1 RBU AT A, fE ik M2 A
UMb . B2 BB MSC ke U8 19 S WA AT $ i) SA-ALL
T B AAE M B BB R 1 3 Ah, MR B
T A EATHUNGE R A E K EV TEM - 1 5
SrhR g A SRS TT LIRS A kR R ok
B RALBGHE SRS , RIAMMAARSCTRPRRE RS B UL SA-
ALL I 5 i SRR AR G S, AR BEAUBH it 1
i ALL,
3 Shib R 5 Bk E AE 1B 5K 1% BN JE (sepsis-associated
encephalopathy, SAE)

SAE J& MR B W IT ROE 2 — , LR
SAE B 1 M H AR R IEARSC ., AT BiE R A A R
T AT R A DR PRI DR [T ol ol 28 S A R 1
AN R R e REE R A ORI (B A AL H i
R P, BRIE SAE B9 &AL, T AR 5EH A5
TRIT BB SAE A FE GRS X,
3.1 SMBIAZ 5 SAE WKL « 7RI REAE W Y B, B
B A ST T 2 L 3 A ) [ S AL A R SRR S S RNAT 5
SN HE R S RNA REIEA A rHR, A1 £ 5 ik 20 i 53
WG BEAM AR D7, 51 A S s A e i 4 B IR
S, ANAAAZ B FEFE SR 1 (nuclear enriched transcriptome 1,
NEAT!1) 5 B 75 ¢ ¥ BRAE R =2 A 1035 46 i 22 0 K B e ) g
PRI o IRBERE I FRUIMLTF &M U A 28 1 fii J57: s 24 A\ A i ¢
JUR , HR ) NEAT Gl 615 miR-9-5p/ e gk 121k /
3{ é‘ /ﬁ ﬁf{ ?F? ﬁ @’E} (lransferrin receptor/aspartate transaminase N
TFRC/AST) i, (2 HEM AN BRIET N T SAE /. L4t
SR NEATT i B8 2 10 NF-wcB 3 #0834 /) B
] TR

W% b Kz 40 (intestinal epithelial cell, TEC) 4334 B 7 i
AT L 1] 7 2R A 2 285 4 138 2 11 5T . DNA RIS ] 745 1
BT, B S MR I B L Xi 4N A SAE KR
ORI, TEC SRR SR IMA S 5 i ZR A6k L 235 W 20 L Fry
M1 EIRg AL, e 0E TL-1 8 | TL-6 Al TNF- « ZF RAE H T BT,
H SAE BF NG AIE LS IL-18 A G, ARFFEE,
TER ) SAE H i 38 TR 23 AR U2, O3l ol ok M 25
W) SAE [y FAREE O T TEC E 1 2 BRIk 1245 i i i
Az (B OCsE Ay, FOREI A AMIMATE ikl B iy B
TRAVE TP A fr it — 4R IE, XK SAE S35 1R YT FI T
B B A 1 S
3.2 HMUMATE SAE JRYT TR BB BEAR < HMIMAII I 55)
GW4869 AT L Fif I kA K Bl 2% A 2 285 i e 2 4 i 2
RINTIREHOK T, W R SR B105 7, 9 SAE B9iAT7
AL TR T, A, SIS, TEC 43U RS A
FEAM i =2 AE R B 22 BTk L 45 v B AT g ML 2R AR Ak
PEMTHNH] T SAE FOHERE ™, A TR, 4 Bk g iR
B KRGS b B A2 B £ 5 A miR-17 Al miR-221 45
12 miRNA 19 EV, BATT AT DASI I8 2535 I S 0T, 4 P AR /NI
O 0 L T e T A R B, - A S R g ek
RAMTEIX S BV (194 iSRRI AT LR Ry 42 B M 48 0E I
N7 ST B G  0 0 — RloR ByA T 7 A AR, SMUAMA NEATI
IR AR SE T $27R , SMIAA NEAT1 7l g2 SAE 1)
TSRS FAITHE . Reynolds 25V R B, /M
BT 240 L 53006 4 7 A A T LA S8 ok o B 5 e, S i A TR R R 2 R
GAROEE TR RSN R RZ Y6 T AR 2
RGP — MBI 7 8]
4 MR 5 BREEE X A2 B 1115 (sepsis associated-
acute kidney injury, SA-AKI)

AT 50% HEHGIE % 2 K/ AKT™, SA-AKT A
SiE W36 B (intensive care unit, ICU) Fe 8 WA T K IEZ —,
L BRS80S (ST fE R R 3R e
AT A IR B/ IV R DY A B LA R B A
N, F BB N SR A RIS e
4.1 SNBRZE SA-AKIL B RS - 76 AKL R0, FOREA
JELAIE 1 S 200 0 SR SR RIS A B R, I W it o —
J7 T, B R AT LA i A% i3 4 R R A R 4B — Tk A
WFFERI, SA-AKT/NEURE/INER PP R AT S M P e
It BRI AR A SN TT fES S T SA-AKI Y
KR

BT, AKI B2 32 24K T LVLEF (serum creatinine,
SCr) FHIR & SR, B & # HA WS PE, HAER B B SR
I OL T AR XX 2 0 R BEATAR A D, 2 o B
Wi SiE DR FIR YT N KB I OLA & 2R, O T $E AKIT [ 5
ket A, R A T B2 W (0 AR AR R . Bl
— TR R IT, SA-AKT K BRI T 1y S 1A 1 535 K]
¥ 3 (sodium /hydrogen exchanger 3, NHE3) e R, B
FENFEFE S AKL K B IZ 05 L SCraRpi Tk 1~ 2417,
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Panich %R B, SA-AKI H 5 TR H A SN BT s e DA
+3 (activaling transcription factor 3, ATF3 ) 7K BH S v T
RN, IF H 5 AKI /™ 8 R B 5 TE A G, DL ERFgR 43k
HH PRI IMAAT BN SA-AKT B A= Wk s s 11
4.2 HMBRTE SA-AKLAYT T Y RIFFR AL - s A iR R
W, SA-AKI /)N UL WA i 3004 14 S AR 23 15 B B/ INBR P
0 A 3, o LIPS 08 Ik 200 i 3 A Y 0 I A A A
ANBRAR N TR 203 1S /N R N B A 45 TR i ol i
(acid sphingomyelinase, ASM) R I %7 5 I 20 Jifg 40 s 4 119 53
WA, FEMERERE /N BLRSR ASM J5 B /R A L e 4 s vy S
WA R, P B AN O e 2 T RS AR R
T ASM A BN SA-AKT BYIRY T AL, AJBFHT MSCORIRAY
HMUAATT 38 ) NF-«B 38 B 05 A8 AR AR RE /)N B A
SR A B /INE AL 1, SR A U DT S 4 e T
THe AT /N B AR 72 IR SEAIE 92 T A MSC R TR
SRR SA-AKT (3RY T T
5 4hiMi 5 BRSO ALSE (sepsis-induced cardiomyopathy,
SIC)

SIC 2 IR BEAE Fre WL IR O A 2 —, FEER IO
W4 DI RERE RS . 0 77588 A (0 AR bR s K T
R E TR E2E , 5 I0.0 WU RERR A 1 IR FEE (8 (29
20%) FH L, & IF O WU R E B AL AR & T 3 A (4
70% )", [, X SIC 1IB7iE BAS I E

TERRRFPER T T, TNF-« | IL-1 8 AT IL-6 252 %
DL Py I 240 R R A S B2 A F) TLR/NF-B 3
T JRE R, IIRIZH S5 sk B ik A 4T i Pl 4
T (intercellular adhesion molecule, ICAM ) ¥ Hr P Eder 20 it A1
WA IR 35 2 O WA S, SRR 58 10O D RERERS
SR, PR 248 >k 15 i) A0 A K HSPA12B 8 T 6 s 1k 1L
T 3- 1 B AE M IS B (phosphoinositide 3-kinases/protein
kinase B, PI3K/Akt) i, T 9 LPS i5 ) ICAM A FlfiE
ST 18 Yol S RE A L O LEH SR P (9382408, DTk
U WU R HSPAT2B AT L3 3 #2 25 miR-126
K, FEAR ICAM Fek R By SIC . BA BRI, 15k
REAE ), B RN AR R NA HSPA12B J& , 2 E— 54
il NF-xB 38 8 A B0 , 92> TNF- o IL-6 R IL-1 B (74,
T 2 e T A 5 Py S8 S > B i MSC P4
WA miR-141 AT O WLAR M 358 5 AR T, B 2 23 SIC
INBURGC TIE T AE 0, AT, K BB MSC R T A9 20 s
miR-223 TEARRFEAE/N U, 452508 R, BE R IR 5 3% 3A
F A5 T 55 35 N F 3 (signal transducer and activator
of transcription 3, STAT3) AR , MVl S5 S FnCo LA L
FETT LR TR U T R AN R SR T A
R Lo IR AR I PRI FH I 5%
6 BEERE

KAERAFFEF I, S A2 20 1] o 2 0 30015 5 ol 3 ok
%3 miRNA FIEE 1 BT55 DI RETEY) 51 25 915 580 S S 20
SR R R SR IR REIE e . B X IR REAE P

PR OCHITTE AR WTR A, SNIAAAT VE o e B E B AR OG5 1
P05 A= W bR B T, OF BLAEG YT J5 T B R
SIS, i R 4 2 W8 | DI J 4 TOUI 9 e DR SR 412
BET B . ARG L — 2P Sl Wy S ARG I R
R SR NI PR TE R AE FIAR DA F 10512 W7 SR 7 v Y

JL\.ZJ:HO
eI SR (el R e e IEnRUIEN
Sk
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