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(M BN R RIS S B AR O 5 L 2 BN R R TR S P st e, 3
SNE T REZBR Y 5T B T SE80 =, $EFH 550004)
WE B TFASELEM AR TAM (MSCs) #Misk (Exo) RHATHZEH K EX /N
U2 It A 0 HE B S (R R, PRI R SR A BN ) 78 o T4 i AR (MSCs-Exo) T RE 3 55
TER . ¥R USRS FR1E IR RIBRA 261 B N JBE 5 () 78 T4 (hUC-MSCs) 1) L3 T,
5 P 7 3o 80 00900 5 Exos Sk S L S Western bllot %5 Jis £ L VAT 2 0 K
S Z AL (DMSO) « 3R . WA IMNB ., SREESMBAR . far 8032 50 3 1) A
WA RS R I BE NS A AL FEAR 2 0 (LPS) 5 /NI R AN A RERE A, 383 s
76 AR Kl BV2 40/l M1 bR B 38— F LA Sl (INOS) [T IL: Western
blot AT ELISA KUl it B SR FEA F--a CTNF-a) « A ZR-1B (IL-1B) S A4 25-6 (IL-6)
FENRE R HIE IR P R IA S 0 i . 55 W AENIMAR . BRESMBIE. FTEEEERIE A
HNIAMA S Fir 3R T R AR AN AR 4 B B4R 30~150 nm (<ZRFRIR”,  HAMBARRIEY) CDY.
CD81 Ml TSG101 ik M. X BV2 4l s AEMERUALBR 5, IF Rl s R, 54
AL EL, BRAR AN PR A AT 258/ INOS IR I 1145 2 3 AT 3 3 R0
FOMBAAZEARLL, far B2 s B A A SN IR AL B S INOS ) FRIA & 2 28/ . Western blot
A ELISAKIIISE SR W, 5% A AN AR LR EL, B A pAk R0 3 AT 453 kb S [HF TNF-au.
IL-1B B IL-6 [R5 40k 1M 5 25 3 2R AN 30 22 35 3 (0 S A NI AR LA UL, i3 83 R
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AE77. UEAh, BREEALEE ] R T4 A4 (Hypoxia-MSCs-Exo) 1 LAY A 24 1% 3
R, FEMBLEERG TR LB M. BEl, AR TEHZWHRBIOS
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Curcumin-loaded exosomes from hypoxia-treated mesenchymal stem cells
alleviate microglial inflammatory response in a combined therapy approach
Huang Xiaobin®?, Li Qiangian?, Zhang Peng®3, Zhou Yanhua®*", Fan Anran?3
(1Department of Biology, School of Basic Medicine, Guizhou Medical University, > Guizhou
Provincial Key Laboratory for Regenerative Medicine, Stem Cell and Tissue Engineering
Research Center, 3 Key Laboratory of Functional Nucleic Acids-Based Biopharmaceutical

Research, Guizhou Medical University, Guiyang 550004)

Abstract Objective To investigate the effects of hypoxia-treated mesenchymal stem cell (MSCs)
exosomes (Exo) and their loading with curcumin on microglial inflammatory responses, and to
explore the enhancing effect of hypoxia treatment on the function of MSCs Exo. Methods The
supernatants of hUC-MSCs cultured under normal and hypoxic conditions were collected, and
Exo were isolated using ultracentrifugation. After identification by transmission electron
microscopy and Western blot, curcumin was loaded using the co-incubation method. The
lipopolysaccharide (LPS)-induced microglial inflammation model was treated with dimethyl
sulfoxide (DMSO), curcumin, normoxia Exo, hypoxia Exo, normoxic Exo loaded with curcumin,
and hypoxic Exo loaded with curcumin, respectively. The expression of the M1-type marker
inducible nitric oxide synthase (iNOS) in BV2 cells was detected by immunofluorescence (IF).
Western blot and enzyme-linked immunosorbent assay (ELISA) were used to measure the
expression and secretion levels of tumor necrosis factor-a (TNF-a), interleukin-1§ (IL-1B), and
IL-6 in the cells and their culture supernatants. Results Normoxia Exo, hypoxia Exo, normoxic
Exo loaded with curcumin, and hypoxic Exo loaded with curcumin exhibited a "saucer-like" shape
with a diameter ranging from 30~150 nm, and the expression of exosomal markers CD9, CD81,
and TSG101 were positive. After treating the BV2 cell inflammation model, IF results showed that,
compared with the normoxia Exo group, treatment with hypoxic Exo significantly reduced the
expression of iNOS. Moreover, when compared with the curcumin group and the normoxic Exo
loaded with curcumin group, the expression level of iINOS significantly decreased after treatment
with hypoxic Exo loaded with curcumin. The results of Western blot and ELISA indicated that, in

comparison with the normoxia Exo group, treatment with hypoxic Exo significantly reduced the



expression and secretion of the inflammatory cytokines TNF-a, IL-1B, and IL-6. Additionally,
when compared with the curcumin group and the normoxic Exo loaded with curcumin group, both
the expression and secretion of TNF-a, IL-1pB, and IL-6 significantly decreased after treatment
with hypoxic Exo loaded with curcumin. Conclusion Hypoxia preconditioning can enhance the
ability of hUC-MSCs-Exo in the inhibition of microglial polarization and inflammatory factors’
secretion. Additionally, using Hypoxia-MSCs-Exo as a drug-delivery carrier of curcumin can
improve its solubility and stability, facilitating its absorption by cells and exerting the therapeutic
effect of combination therapy.
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/NI 5 A AT AR A 2 R G R SR G BE AN, 5 22 M 48 SR AR I A A LA A %,
T RN T BRI RE, AT LSO IR T R DS A R0 R Ik, N ]
FEFT 40 AR (hUC-MSCs-Exo) £E 5 /NI ot 40 B Dy BE U5 T s Y B 1. SRR
HhEEFRIT, hUC-MSCs il # B T-H A, 5 AREPLFRA TRN SR AR, XnTfe
SRS AN MR A DhRe . AR B REVEE S, hUC-MSCs-Exo & A+ H
DR A 71 RORIRTH IR A Y2 ThRE « BRI Z AN, BT MR BAT (R A e SRk
TRY L5 G0 2 AR ARSI AR 5, PTDAME SRR R I 25 Pidit Bk, Rk, 0 5T B TE4R 1
SREEALEE AT ) 78 AR fe AN A 75 B H S hUC-MSCs-Exo /M 41 il B A
SRR R s Rt — DB g SRR AL R A 1) 78 5T 40 g A A4A (Hypoxia-MSCs-Exo)
VR a8k AT B 22 TR 5 RE 17 AHRIBE 5 T 24 O RICR, , 189 5000 /0N 2 S5 200 i A AE Je 2 3 5 4R
e
1 MR ETrE
1.1 EERE S

N5 B B M R OK 25 B e B B 4 P Rt (8 B B K 2 B s I B A AR 3 2 S =it
#E, HEfFS: 2022 1R EE 18 5) 5 /MR BV2 4 R H KD EEEDFHEAIRA R &
M PR 9 EEH (CD9) Hifk. CD81 Hiifhk. JHIH 5 B 101 2 H (TSG101) Hifk LA



FWE (curcumin) 4 H 3 [ MedChemExpress A #); fg£ 4 (LPS) 1 H 3 Sigma 2
Al; BCA W7 & B L = RAEVBHA R AR ; CD34-APC. CD73-FITC. CD90-FITC.
CD105-PE A8 A SE A -T--a (tumour necrosis factor, TNF-0)  F4HfI/~ & Cinterleukin, IL)
-1B K IL-6 ) ELISA BRI &8 H 75 N U IR AR A IR A 7] ;. TNF-a IL-18 A1 1L-6 fitf4k
JeAHRE =400 BRI = A ARA R A ;. ChemiDoc MP 442 & it i 1% 2 48 | 2
Bio-Rad A #]; CP10ONX i E.LHLIWH HA HALA ] ; Operetta CLS 5 YRR 70 B
RGN HEER SRR AR A ; BD LSRFortessa it sUAI AU H £ [E BD AF];
Nikon-AXR $t 3R £ BBl 5 H A JE HE A wl .

12 Fik
1.2.1 hUC-MSCs 48 535

TCH S AE A 1 B BN B, 3 R e S 308 e BT A 14 1 mm® 4L 4Lk,
FEEREIRILF, NS 10% FBS f) DMEM/F-12 5353, N 5% CO2 ) 37 °C4 il
B FRAR R IR . FR A NS ICH 5, /INOAE A ZERS 4 . AV G BEIL B 80%
TR TR, (D HE M) hUC-MSCs $%5%: hUC-MSCs 1595 T& 10% FBS. 1%74 %k
[iZ ¥ DMEM/F-12 B: 7555, N A 21% O2, 5% CO, ] 37 CCHN s F=Fa 15 7%, dlifil
A1 90%IT AR FIETREREUAMNL K . (2) B T hUC-MSCs 557%: hUC-MSCs £55% 1%
10% FBS. 1%%Z ML) DMEM/F-12 B 77 3E 4, TN EH 1% Oz, 5% CO2 ) 37 *CHH 4
TR, A4 TE 9096 W AE L MR B AN
1.2.2 hUC-MSCs #3925

WA R 1 PR G UL S HEATHE/E, B P4 48 hUC-MSCs, 4% L 3>10° 4
BT 15 mL .0 1000 r/min K IE B0 8 min, 4 41T B B R 5 S+ TGF-B3
TEB O PR hUC-MSCs, F 3~4 d #ifl, 55 5 8, 4%Z KRR e, HHH1EA i
PR . DIR & WG, B ZRERIK, ZEURKYEE HEAT BT RDET 6 e . ARAE MR8 T3
FIE VLA FREATEE, HL P4 /R hUC-MSCs, 4HMITHEE P 110° AN/ FLEF T 6 FLARH,
G FRIERE IR 24 h S EH ARG S A JFIRES, 3 d 5 EHRIE S S B 4ERE, 24 h
JE NS S A S, BT 3 G T O Jutt . MRHEeE 75 TR & i
W BEATHERAE, B P4 fR hUC-MSCs, A THEUE 5373 LA 6510* AN/FLI % BE R T 6 FLKE 77
Wb, 24 h JEH I REESW, 8 3d ik, B9 2 AR R,
1.2.3 MALAL E hUC-MSCs R EY

B RS 7R hUC-MSCs, IR I BHAVRIH LSS, 1000 r/min 2.0 5 min, F EiE .



KR EET PBS 1, BN N 1107 ANmL, &% 100 uL, I CD34-APC.
CD73-FITC. CD90-FITC. CD105-PE #iiff, [RIRf#IITHEXTIE, = IRIFE 30 min, 7ERA4H
A A REAT R

1.2.4 hUC-MSCs SR 5 4 &

HCIRZS AT hUC-MSCs 501 175 em? 35 98iirh, BT SRS 246 s 9
YN LIS ) 80% N, A N LA A LT B IR L 4k B 5% 48 h, R LTEWOLRIE T 4T,
1 655 r/min &> 10 min; 4 272 r/min &5.0> 20 min; 9 554 r/min &0 30 min Z:FRAE4AHAE. 41
JRLRE P S RS A5, SR A P o 2 00 R 2 79T 7K 40 400 r/miin 2.0 70 min 32 BUF2EAL SN IBA,
I I S B R M S AMATE RS, il BCA JE B MM FE 5 {8 FH Western blot 45l #h b4
FifitrEE A CD9. CD81 fl TSG101 [ ikt .

1.2.5 FFEER RN H AL AR ERE TR RS E SN B ] & 5 RAE

W EER (36.8 pg) 5 H ALK (36.8 ng) FIBESMEA (36.8 ng) AT 1mL
PBS 1, fERME S IRIAEE T F 15 min, KRG 408 i i o 2509 BL 40 400 r/min B0 70
min FEATAEA: B0 e RUS IR TTIE, BERIFE ST PBS Hr, BIfa #0325 A 1 A SN
PRI B0 22 FO 3R IR A SN A . 3 22 THRER AR AXAE 450 nm Ab I 228 w8 25 00 J5 1) PBS
VAT PR AR B R MOLSE (absorbance, A) , ARSI AR EEN SR, RE
B AR HAER: AR =(QEERE-WSLHRRE) ML R E-00%, s
HRMINBAL BRI PBS H, T 37 °C/Kit A G 5, 7E 30 60. 90. 120. 150 min
I, MR 100 P, (5 2 DhRERE AR OGN € 2B IR, T THE A AR E I
1.2.6 BV2 Zuffassr fscie s 4 ab

¥ BV2 A E T &4 5% CO, 37 °CHHIRIE IR A, R & 10% FBS ) H-DMEM }; 77
B, IR IEE4 (Con) « LPS 41 (LPS) . DMSO 41 (DMSO) . HAEHFK
4 (Curcumin) . FEESMNBAL (Normoxia-Exo) . GREAAMBAALL (Hypoxia-Exo) « fif#k
FH R MW A AN WK 4 ( Normoxia-Exo-Cur ) AT fif % 25 ¥ 3 ) B 4 40 W 1k A

(Hypoxia-Exo-Cur) . BUN A ] BV2 4ifigly 2031 6 LA, B Con dAMH &40
BV2 4 Fil e gh T X MG YIALEE 12 h J5 F4S T 29K BE 1 ng/mL ) LPS Hli# 12 h, HA 2238
FARUPEN 10 pmol/L, F EAM ARSI N 10 pg, T3 R H A ML A
O 325 58 R 1 SRS S ok P B 206 35 R IR B 10 wmol/L 92535 3 LA 10 g (4 A
1.2.7 BV2 4 fa$EE hUC-MSCs-Exo

I PKH26 2Lt 5O ehric il @ i 2D IR, XM EEAT 2 Oehric . KL en e



K} PKH26 I EISM AR, IR0 E 5 min & SR TC /M ok i i 3E 4735141, PBS
ek 2 I, BBRARGEIGEL. K 10 pg ARICE R AMNBAR I SR 4RI A 1) BV2
UpER R, 6 h JEHCHIICH, AR RS 2% 6% (Lyso-Tracker Green) Xf BV2
20 M P S B AR RE AT e R A8 ) DAPI X BV2 4 A4 MAZ HEAT e ttn, WL RE BB T
TAHE G ILTE R L s F PKH26 FRic (/M isA N N2 BV2 gl fiadi F= kb, [RIIN N Hoechst
33342 Xf BV2 A BEAT A%, R SR R IR R R R e G 9R 1~6 h, SERHA IR
52 BV2 4liffl 1~6 h FEHAM ARSI .
1.2.8 IF Kl BV2 41f8 M1 $3E4 iINOS HIRIE

WA FI AL BEZH 1) BV2 4HHII€ -, H PBS i& ¥t /5, 4%% 5 HEE[E € 30 min: 5% Triton
SRR 15 min; JEACR T 2 R, N 5% BSA, SR E A 1 h; 23 A, BRI iINOS
(1:200) FRSEIRNEE, 4 CHER, TBST iElk: WINMFIFRZOL =, TiE&
TR E 1h, TBST i58E: DAPI %A%, ®GHEH 10 min, TBST i5dE: HAEE, FOLE
e SR 1 L R
1.2.9 Western blot £l BV2 4iffi+ TNF-a. IL-1g A IL-6 EARX

WEEA F AL BT BV2 4 I T e &, 10%5 I IR e I gE 47 Fik, FF
BUA B JE &b K, KRR A (260 mA. 1h)E NC IE E. BijE, i i 5%
it B B R P 1 h, —$T TNF-a (1:1000) . IL-1p (1:1000) A1 1L-6 (1:1000) 4 °Cit
B, AN PR E 1 he FEEAE RO R R GRS, IR Imaged B AF4HT
MK PEAE -
1.2.10 ELISA %l BV2 40/l EEWRH TNF-0. 1L-1p 1 1L-6 FZr I E

WA RIAL ALY BV2 4IAf Big R, 428 ELISA BRI & UL BIfE DR, 2 BRI
TNF-a. 1L-1B F1 1L-6 537K F
1.2.11 S5itabs

B Imaged #E4T 814041, 4Geit ME T GraphPad Prism9.5 fiRZ: il 2477 2551,
FHHZE T % (One-way ANOVA) 73 iiridhdT 2 ABHR R ELER, T7 ZAF N eSS
VEBEAT 40T, PREA LB A SRR A tRGSG, P <0.05 NZERA Gttt Lo
2 &R
2.1hUC-MSCs M B 5% e

79T 43 B hUC-MSCs, KBy #eil IR HeFh TR 9= M, R FWE%, 7 d 54
MWALGALIEE, E2MF, FthRIF; 14d )5, AIRMARE K I 240 BT 4E b,



UM AMEEPIRAE K, ARSI ST BRI, HPE TR (B 1A - NIFBIERTS
YLy hUC-MSCs, it AL AR > A HeAm Mo R i br 54, 45 RR WA =385 hUC-MSCs
FHPEARICY) CD73. CD90. CD105, [RIN LA FAMEARiCY) CD34 (& 1B) ; il 7k sk
kPRI UR BIRE, BUCE S S A IR R i et B, R E TS, A1
L O Yett LI T A0 P9I RERE, BUB S 3G R Al AT L5 9 R AL R A
TR B R UTAR (B 1C) , IEB S 1) hUC-MSCs A Bl AlE B & k)i

ab
He o

B 1 hUuC-MSCs 3 E5%E
Fig. 1 Isolation and identification of hUC-MSCs

7F: A: The primary cells grown from the umbilical cord Wharton 's jelly tissue block. The cells
were then cultured to the fourth generation >40; B: Flow cytometry showed that hUC-MSCs
highly expressed CD90, CD105, CD73, and lowly expressed negative molecule CD34; C:
Identification of osteogenic, adipogenic and chondrogenic differentiation of hUC-MSCs >40.
2.2 WERISNBEMGRESNLERI 3 E 5 S %E

N TR E SN R A SN, B hUC-MSCs B T8 ERIBE R 7= F P RE 9%, B
T NS R A AR AR RS B KR, RS ZER (B 2A) (@RS
CNE TP M NH EABRERE IR hUC-MSCs H1 73 85 H 5 S SN AR AR SMIAE, B 5 B0
SR LN H B AN RN B SRR S B AR 30~150 nm R FSHTAR, R A S (1 AN I AT A R
fE (K 2B) 5 4 1 HEE 2 7 QA B0 Ah b A R = BRI, XSS B A0 IR B A i A
JEREAT IR AT, 45 R R ISR E KL B 5 AN A R P B S vy, RIS Dy T EU A AL A A ) dR A
F B, 1l Western blot A4l 55 & W A SMB A MR ESNB AR R TR EEE, FRERE



WARAMMAM L, BAEAMBA CD9. CD81 1 TSG101 HEHEM S EWMHE MFEE (K 2C.

2D) .

B 2 hUC-MSCs-Exos BS54 &
Fig. 2 Extraction and identification of hUC-MSCs-Exos

¥ : A: The morphology of hUC-MSCs cultured under normoxia and hypoxia >40; B:
Morphological characterization of Normoxia-Exo and Hypoxia-Exo by transmission electron
microscopy >80 000; C: Identification of Normoxia-Exo and Hypoxia-Exo markers CD9, CD81,
TSG101; D: Statistics of CD9, CD81, TSG101 and total protein; “P < 0.05, P < 0.01 vs
Normoxia-Exo.
2.3 BREACE TR hUC-MSCs-Exo Xt BV2 4 frA il

N T3 b 2L A A A /N R o AR e P £ B R ik A S S U 0, PKH26 ARic ik s 5
BV2 3L, I LysoTracker Fric i mgfA, ILIE AR AT I8 45 B 7= W AU AL (A A
FANBAALE BV2 G Hh 5 I B A e B2 3 g A7, i WY P A A A 223 5 A A i AR 0 N A I
3A) 5 IHRL AR IR RGESEN R ER, 45 RN 5 R ESINBARAEEL, £ 1~6 h WERES
WRAE BV2 A 965 S A E R, SISk E AL hUC-MSCs-Exo %1 BV2
AN (1 3B 3C) .



B3 /NRB 4B S
Fig. 3 The uptake of exosomes by microglial cells

7E: A: Confocal imaging showing the uptake of Normoxia-Exo and Hypoxia-Exo by BV2 cells
>200; B: The uptake of Normoxia-Exo and Hypoxia-Exo by BV2 cells in 1~6 hours detected by
high content imaging system >200; C: Statistics of the uptake of Normoxia-Exo and Hypoxia-Exo
by BV2 cells in 1~6 hours; "
2.4 BREACERIETR hUC-MSCs-Exo Xt BV2 404 AE R S iR ¥

N TR G AR AN ER A SR T BV2 AR AL S SRE RT3 WA B2, Gl IF A
M BV2 41 INOS fIFRiE, /RS Con HAHE, LPS 54 FECNKITAIM iNOS %
ik B, T RSN ISR E MBS PRI LPS S i, b SRS SMB AR R B
Z (FaA) 5 [HrE, @it Western blot £l BV2 41 4 5E KT TNF-a IL-18 A1 1L-6 K
wEAREEN, 4585 R5 Con 4UAHEL, LPS 4 LPS 5S4 S5 TNF-a. IL-1p A1 IL-6
HEFRIE LI, TR A SNBSS SNSRI RES B LPS B i, b da s
AR EZE (K 4B, 4C) ; i@ ELISA Kl BV2 4 i i o 4O5E K7 TNF-a. IL-1B
FIL-6 (50t oL, 45 R FFRIESE, Z0F LPS iS5 1) BV2 4l i+, (2 &7 TNF-a.
IL-1B 1 1L-6 )73 A8 5 25 Th sy, 08 S AN R R S S AR e 6y /b LPS S 3 Ty,
Tk A SMBARCR 2 (8 4D) .

P < 0.001 vs Normoxia-Exo.



B4 AR R M1 RS RAEE T REK
Fig. 4 Exosomes inhibited the polarization of microglia to M1 and released inflammatory
factors
7¥: A: The expression of iINOS detected by immunofluorescence >200; B: The expression of
TNF-a, IL-1p and IL-6 protein detected by Western blot; C: Statistics of the expression of TNF-a,
IL-1B and IL-6 protein; D: The secretion of inflammatory factors TNF-a, IL-1p and IL-6 detected

by Elisa; #P<0.01 vs Con group; “P < 0.05, P < 0.01 vs LPS group.

25 FRERRNH RIS AR REERMRES WIARRIH & 5RIE

D 5E SRR 22 B R B S 2, b S S A 36.25%, BREESMLIA: 36.38%. T
il SRR ZE B KA AN L3 R IR e v, K B R AN AZEE K IMAE] PBS 1, Il
SE AN RN ] R A 22 B 3R BE, 45 R WU S 7E PBS w2238 20l PR, 15 0 min #E i (3%
BN 10 fHEE, W E 150 min JEAUFEI R 35%, 1AM 22 R AL ORI e T REAE, IR
70%LA L (& BA) Oy 7RI AR T R S AR TR A AR, 18 E R H AR AT
8¢, G5 ORI TR B R AR B2 R A SR AN AR S R ARSI A — R, PR
W RURELE ), A RMBIR”, HEALIMEE K (K5B) .



B 5 NEEHBRERR SR
Fig. 5 Characterization of exosomes loaded with curcumin

A: The stability of curcumin and exosome-loaded curcumin within 150 min; B: Morphological
characterization of Normoxia-Exo-Cur and Hypoxia-Exo-Cur by transmission electron
microscopy >80 000; “P < 0.05, P < 0.01 vs Cur group.
2.6 SRESCEKINB AN ZE RIS FZRE BV2 48R SO R M

N X AT A8 B R I 3 SR A ML A AN i 83 B I BRSNS BV2 AR AR AL B S
BRI or it geme, JEId IF kil BV2 4HiHf iINOS HIFRIA, 45 B s far 31022 B8 3 (1) 5 S A il ik
FT 0 22 T 2 B SNIM A4 BV2 4 INOS M FRiA R 2 B KA, (AfTHREER
(A SN AR T 535 (] 6A) 5 Jlid Western blot #6:il BV2 41 fitd H 41 4% KT 1 R IA
THOL, G5 R SR AT B2 T 3 R S NI AR ANy 322 3 3R I B AN AR AL AR i P TNF-aus IL-1B
A IL-6 AN LR AR, HATERE R AN R A PR E 22 (K 6B, C) ;
BT ELISA H5 BV2 41 FiEH e 2 IR 7 B 20 i 5 D £ RIS Arf 2022 TR O T S A l
PR ANy B2 3 R AR A MR AL A0 S T SRER T TNF-a IL-1B AT IL-6 F il B
HRARZ D, Ha i m fska SN e > 5 8% (K 6D) .



Bl6 Z|FERSNBAEAMHDRFEAMN M1 A5 SO0 R F RN
Fig. 6 Curcumin-loaded exosomes inhibited the polarization of microglia to M1 and
released inflammatory factor
7E: A: The expression of iNOS detected by immunofiuorescence >200; B: The expression of
TNF-0, IL-1p and IL-6 protein detected by Western blot; C: Statistics of the expression of TNF-a,
IL-1pB and IL-6 protein; D: The secretion of inflammatory factors TNF-a, IL-1p and IL-6 detected

by Elisa; #P<0.01 vs Con group; “P < 0.05, P < 0.01 vs LPS group.

3 Wit

MSCs & B A7 B EH M LRER 2 8640, A E AARRVF 2 8000, B4 EBE .
Ji s AR 7 21, MSCs (#9720 CAEVF 2 IR PR HT A 78 78 0 UE B, (AR N SR AAS (R I8 56
SRFEATI R ORI B TR R MSCs 40 WA M AMIMA AN T LAk R Hy7 2, HEA KR, &
Rt RS T, eIl MSCs Tk —F#igsE. B PIEE, MSCs
PRI 2N ARA I S, AR A AL TSR A0, ZAPAE TS BN 2%~8% A EiH
Bl xS HARSNE IR T 21% O Mk, (RAIE IR EATA MSCs R NI, A B IR fF
HAPRRE . ABT A RIUEY], hUC-MSCs fEGRESFAF T 55 IR R I 1 S 4F A 40 s 1,
REZT WA BE 2 N W) F 5 IAMILA, AT AR 4n M SO R AR D

BRitbz Ab, 58 ) 70 5T T4 M S A A B, S S Ak B %) 1) 78 S5 400 B A A Ak LAk B
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