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B E.BE KITAKF R AR T @ (hueMSC) k& & 69 9k 3k 4R (hueMSC-Exo) st 3 % M & B £ b R 4
W 4B 4R Fm BV 0 L P A R 45 A R RAL S MR AR AR R 8 3(NLRP3) £ g8 Mk, X B T = B 7 29 AR AL 89
Hot, AE OKE hueMSC 3254k EFR, R AR % H % RK hueMSC-Exo, ¥ 30 R DR oA EF4A. 8%
FHLER 4 (DSS) A A 28 F2 hueMSC-Exo 14 248, 441 10 X, DSS A 28 f= huceMSC-Exo 14 £ 28/ R, 34k A
3UDSS IR M AR HEER EBEA  hucMSC-Exo 4 A AN REAR YN ZEHKEHNEGL T A 1 mg ¥
hucMSC-Exo #4744 T, RS A DR AR EDRRE(DADFS ., KA FRAE-FLFEEEFEEH DR
AR IR F A, KA B E R MR (ELISA) AR 4 a4 &b B HRE A F-o( TNF-o) . & @
JaA-Z (IL)-6 F= 1L-10 K F, RIS R E 7% 48 i (MPMs) , ¥ 3 5 4 s+ BB 28 LPS 3% %48 (100 ng/mL LPS
#F) A= hucMSC-Exo 41 (100 ng/mL LPS # % + 200 pg/mL # hucMSC-Exo F ). & A & & & ¥ i %
(WDB) # ] 45 B 20 % fe MPMs  NLRP3 £ 52/ 4k 48 % % &9 [NLRP3. B T4 £ 52 5 & 9 (ASC) , F R BK X
A R B4 7% G B 1 (Caspase-1) [#9 & @ kA RF, RARK 0 R0 X200 R4 W8 F MPMs + M1,
M2 A B o fm B ALt 0L, S5 DSS A 4 DAL 4 & F £ % 48 (P<<0.05), hueMSC-Exo # 4 41 DAI %
5K T DSS AR A 28 (P<C0.05), EFALE MR LR 4H 7%, mad s M, & K& @iz 8 A 5% 5% ; DSS
BRI FERE LR B m e AL, AR T EA LK, KELEMIZE, REZSH DX 5;
hucMSC-Exo 15 2 A4 A B H A B R &, 5 % 0480, DSS AR A 284 4 4% 1L-6 ., TNF-a K-F & NL-
RP3,ASC.Caspase-1 & @ KF I+ 3. 1L-10 K-FBAK, £ F3H A % 5F &L (P<0.05), 5 DSS A A 2148 1k,
hucMSC-Exo 14 5 4845 fp 28 4% P 11.-6 . TNF-a K -F & NLRP3,ASC,Caspase-1 & & K -F BEA&,1L-10 K-F 75,
EFHALITFEL(P<0.05), HEFHAAL,DSS A 20 M1 & E o 29 fgs yb 4] 7+ 3, M2 & E *% 29 feL b )
Ak, M1/M2 & Ev# s By i 3, 2 F 9 A %t FE L (P<K0.05), 5 DSS A A 2848 1, hueMSC-Exo 15 £
20 M1 A B v 2m o s f) 4K, M2 AL B o 2l A st 4] JF & ML/ M2 B B v 2 IR WAL 4K, 2 F 3 A %3t 5 & L
(P<C0.05), S+t ,LPS i %4 MPMs ¥ NLRP3,ASC,Caspase-1 & @ K -FH# & (P<0.05), 5 LPS
#HF Ak, hueMSC-Exo 48 MPMs ¥ NLRP3.,ASC, Caspase-1 & & K -F FHE(P<0.05), 5 ®u4at,
LPS # %41 MPMs % M1 & E & tm J b 4] A+ 5 , M2 & E o 29 Jo b 4] I 4K, M1/ M2 A B o g sk a4t 5, £ 7
BH % FEL(P<<0.05), 5 LPS# F448 1, hueMSC-Exo 41 MPMs ¥ M1 # E v 29 it bt 4] 4K, M2 &
E o 4m o sb ) 9 5 M1/M2 B E v tm b (B A%, £ F WA % 3 &L (P<<0.05), & hucMSC-Exo i it
Ik B A B aa i NLRP3 K 2 >R 69 307 , iR AT K0 20 B B T 69 B 2k, A 42 M1/M2 A E o% 49 i
FBAL N 35 R KR
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Abstract: Objective To investigate the effects of human umbilical cord mesenchymal stem cell ChucM-
SC)-derived exosomes (hucMSC-Exo) on nucleotide-binding oligomerized domain-like receptor protein 3 (NL-

RP3) inflammasome,inflammatory factors and macrophage polarization in colon tissue and macrophages of ul-
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cerative colitis mice. Methods The supernatant of hucMSC culture was collected, and hucMSC-Exo was ex-
tracted by ultracentrifugation. Thirty mice were divided into the normal group.dextran sulfate sodium (DSS)
model group and hucMSC-Exo repair group, 10 cases in each group. The mice in the DSS model group and
hucMSC-Exo repair group all drank 3% DSS solution to establish the ulcerative colitis model. The mice in the
hucMSC-Exo repair group were injected with hucMSC-Exo with a total protein amount of 1 mg through the
tail vein during the modeling period for conducting the injury intervention. The disease activity index (DAID)
score of mice was compared among the groups. The histopathological changes of colon tissue in each group
were evaluated by hematoxylin-eosin staining. The levels of tumor necrosis factor-a ( TNF-a), interleukin
(I1)-6 and IL.-10 in colon tissue homogenate were detected by enzyme-linked immunosorbent assay (ELISA).
The peritoneal macrophages (MPMs) of mice were extracted and divided into the control group, LPS-induced
group (induced by 100 ng/mL LPS) and hucMSC-Exo group (induced by 100 ng/mL LPS+200 pg/mL huc-
MSC-Exo intervention). Western blotting (WB) was used to detect the protein expression levels of NLRP3 in-
flammasome associated proteins [ NLRP3,apoptosis-associated speck-like protein (ASC) and cysteine aspartic
acid-specific protease 1 (Caspase-1)] in colon tissue and MPMs. The flow cytometry was used to detect the
polarization of M1 and M2 type macrophages in colon tissue and MPMs of mice in each group. Results The
DAI score of the DSS model group was higher than that of the normal group (P<<0. 05) ,and the DAI score of
the hucMSC-Exo repair group was lower than that of the DSS model group (P <C0. 05). The colonic mucosal
epithelial structure of the normal group was intact,the cells were arranged regularly,and there was no inflam-
matory cell infiltration and ulcer; the colonic mucosal epithelium of the DSS model group was lost, the cells
were disorderly arranged, the mucosa and submucosa were hyperemic and edematous,a large number of in-
flammatory cells infiltrated.and small ulcers were diffusely distributed;the colonic tissue damage of the huc-
MSC-Exo repair group was significantly improved. Compared with the normal group,the levels of IL-6, TNF-
a and the protein levels of NLRP3, ASC and Caspase-1 in the colon tissue of the DSS model group were in-
creased,the level of 11.-10 was decreased, and the differences were statistically significant (P <C0. 05). Com-
pared with the DSS model group.,the levels of 11.-6 and TNF-a, protein levels of NLRP3,ASC and Caspase-1
in the colon tissue of the hucMSC-Exo repair group were decreased, the IL-10 level was increased, and the
differences were statistically significant (P <C0. 05). Compared with the normal group,the proportion of M1
type macrophages in the DSS model group was increased, the proportion of M2 type macrophages was de-
creased,the ratio of M1/M2 type macrophages was increased,and the differences were statistically significant
(P<<0.05). Compared with the DSS model group,the proportion of M1 type macrophages in the hucMSC-Exo
repair group was decreased,the proportion of M2 type macrophages was increased,the ratio of M1/M2 type
macrophages was decreased,and the differences were statistically significant (P <C0. 05). Compared with the
control group,the protein levels of NLRP3, ASC and Caspase-1 in the LPS induced group were increased (P <<
0. 05). Compared with the LPS induced group,the protein levels of NLRP3,ASC and Caspase-1 in the hucM-
SC-Exo group were decreased (P <C0. 05). Compared with the control group,the proportion of M1 type macro-
phages in the LPS induced group was increased, the proportion of M2 type macrophages was decreased, the ra-
tio of M1/M2 type macrophages was increased,and the differences were statistically significant (P <C0. 05).
Compared with the LPS-induced group,the proportion of M1 type macrophages in the hucMSC-Exo group was
decreased,the proportion of M2 type macrophages was increased,the ratio of M1/M2 type macrophages was
decreased.,and the differences were statistically significant (P <C0. 05). Conclusion hucMSC-Exo delays the
colonic inflammation in mice by inhibiting the activation of NLRP3 inflammasome in colon tissue and macro-
phages,reducing the release of pro-inflammatory cytokine levels,and regulating the polarization level of M1/
M2 type macrophages.

Key words: human umbilical cord mesenchymal stem cell-derived exosome; macrophage; nucleotide-
binding oligomerization domain-like receptor protein 3 inflammasome; ulcerative colitis; cysteine aspartic

acid-specific protease 1
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Fr 55 M 1(Caspase-1) 41 AL, /& £ ML 40 g P9 [
E A 2 om0 A VR M R P R B B B S
AN HA W VR IR BB A AR W R E RS
R . BT ) 78 5T 4 Mk R Y Ak s AR
(hucMSC-Exo) BE % 4 T 40 g 5 % 431k b J8d & 4=
FAH LA I B el A, LA A A R L B T AR AR i
A AR M2 M KR S iz R T HE H
RIAFFE B ARBIESE B 7E 98 hueMSC-Exo X 15
P45 W 9% /)N B 435 i 20 40FN 5 05 40 Jid H NLRP3 48 i
N G A R R U 40 AR Ak 1 5 1L R 3 hueMISC-
Exo ZEfift 15t 97 Mk 25 W ¢ /1N B AT BEAE R ML » LA IO M 1
RIZ IR 95 1 25 1 2 4R IRl 24 Ak 4l

1 #R5A%

1.1 FENBREIRH CO, BFEHMTHMESIZR
FALES AR 2N ) 5 9 =X 4 S0 A M 3E BR A R A PR
25 A s BCA P i & [ b s B R AR R A
FRTTAE A AR 250 AL [ & B B b B 22 AR
B IR s Z2 Y e M AU 3 A A P H R A R
o] EE BB B LR AR AR A IR A
HRERBRAN (DS H ML EF R EYWEAHEARS
RS A5 ig 20 (LPS) I [ 1 2R 7 WAL 24 BR 2 A 5
IIANE-PHLT (HE) e a3 5 & 0 3 23 o5 5 B
HRRAF A% (IL)-6. 1L-10 19 3R 58 A
F-a (TNF-o) il 58 50 92 W B i 46 CELISAD A6 I 128 57
&M E )N Z A R A R A Bl s NLRP3, ASC,
Caspase-1 BATE R H A Il HRP 510 09 1 £ 41 % 1gG
W 7 B EFER AR A F .

1.2 MR hueMSC 3 ¥ T A B 357 4= L
(B3RS AN RZAD .

1.3 hucMSC-Exo MJ#H ¥ hucMSC 41 i 15 5% J5
WSS 4 AR FR Y LI W, R FH B B0 VA R B hue-
MSC-Exo, &l BCA 15 2 2t i 1) 65 %5 40 W 4 o
HE H R T B T — 80 CUKAR - AE % H

1.4 SCEsh¥ 30 HJoHe e e IR A& (SPF) C57BL/
6] HEE .6 ~8 JE I, W H 1 AR S B AR A Bl A fR
2N HE]LVFATE S . SCXK (&) 20230010, /) B4R 57
THARMESZE ., iR 23~25 C, M XHE B 50% ~
60% . G/BEIEFE 12 h, 45T A BIKAK A Bk &S
N1 JE . FERE AN SE G I AR R s AL B AR A R
A0 B2 bR R 2R BE S0 Bl 10 B O o
[2022916(6) ],

1.5 ik

1.5.1 sy adE 548 KRS bIE# 4 .DSS
BRI A hueMSC-Exo &6 & H, & 4H 10 H., IEH4H
/INERC A ER EROFH 25 1R K B it B I e RE AN AT T Ab
B, DSSERIA /N A H A K 3% DSS %, A
3 S Al R B, hucMSC-Exo & & 4 /N4 H A
AR 3% DSS W, A f 3 d X} hueMSC-Exo 41/
SUBEH KT S E A SRR 1 mg B huceMSC-Exo #F
T, 3 4l/NREL AR 11 d.

1.5.2 /NEREBERIE SR8 (DAD W4 78 I )
B H g sk /N B BT 5 R0 26 A P AR R Al D RS i A
AT R B 3K, 7158 DAL, DAI= (KT T
R SR PF 3~ A MR PE 4 + 2808 B2l 343 /3, HAF
AR UESH SCER6 .

1.5.3 JWHEALIME 11 REHYRE 2 h, M
HE 32 4b 58 4% 20 /N B, 31 0 I8 1 O 748 446 i 20 41
Gy WA — 10 &5 I BV T B 2V %R, 5 — 1
AL Tk T HTIRSER. R5.H 75%
W IR R 2 BT L JC W AR B IR R
Ji Je T S Uk AR B ER K 5 mL, BE PR, T T 0 4,
1 300 r/min &0 5 min, 7 FVEW . & 104 FBS Al
1% 75 -4% % Z VW RPMI-1640 5% 35 356 41 g 12
F 2X10°~3X10° A/mL, &M T 6 fLi, T 37 C.
5% CO, B F=46 h 85 5%, A5 I8 B W 41 e (MPMs)
T IRestn .

1.5.4 ELISA Kl /s 545 B 41 23 b R 5E X 7K
W/ BRUGE W 2 21, i & S0 3R W, BCA 125 % i 11 vk 32 3
17 12, # B ELISA 3 7 & 16 B 5 43 51 I 2 25 B 4
LA WP TNF-o,1L-6 . 1L-10 7K,

1.5.5 25 (5 ED 5 % CWB) & I /s 5L &5 i 4 2L
NLRP3 R %E /MMA #H 56 8 H (NLRP3, ASC, Caspase-
DMEAKFE  BUNRG AL 5% 5 A RIPA
S AR AR M BB L BCA BRI E R AW EE . bk
W 10 min, FIK S B, 5 %0 B A 4 03 == i
41 h, Jm A NLRP3,ASC /K Caspase-l —#$1 (1 :
5000),4 CE L. WH PBS UL 3 ARG A
HRP fric i I FEHi R 1gG —Hi(1 2 1 000) , iR IFH
1 h, B L2 vl (PBS) PR 3 WK, R A& G 1T
B B EE - A Bactin fE NS,

1.5.6 N4 A K I /N B85 i 4l 20 M1, M2 A
B A0 B i A K S BUAS 4H /S B4 T 4H 2R 38 4 T B

BB AR . PBS Z R E A .1 500
r/min &0 5 min,PBS iEVE4E M 2 Wk, R 522 B 5%
FEATRE IR . SR U 2K 20 B SRS DN 4% A 45 T 4l 41
M1 B W 40 i (CD11b " F4/80° CD86" CD206 ),
M2 A 40 M (CD11b " F4/80" CD86~ CD206 ") [t
) K M1/M2 R =W 40 j L (.

1.5.7 MPMs s+ 5F S B MPMs # H 5 4 Xt
M4 LPS #5340l hueMSC-Exo 20, LPS % S 41 fil
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hucMSC-Exo 4 41 i % ] 100 ng/mL LPS %S 4 h,
[F B hucMSC-Exo 40 il A 200 pg/mL B hucMSC-
Exo T-#, T 37 'C.5% CO, MR % 12 h 58 WS
NLRP3 A /MA 1175 5 M2 B 20 i b Ve 1) 5% 72
1.5.8 WB M4 MPMs H NLRP3,ASC, Caspase-
1 HEAMKF Y444 MPMs 85 3% i . A
Pt G 7 2 P L BV MR R R L R T WB R I 45 4
MPMs # NLRP3., ASC, Caspase-1 5 H B 7K F., F
74T 3 LS, BRI 77 6] 1.5. 5,

1.5.9 9 i AR A 4 44 MPMs H M1, M2 A 5
WEAR AR AL K U 4 41 MPMs 8598 i . R

7% 2040 ARSI 4% 41 MPMs i M1 M2 B g 40 i 1L
B K% M1/M2 BB 40 i e (8. B R T 5 ¥ [
1.5.6,

1.6 Siit2ab3 iz SPSS 25. 0 Stk i 478
Porbr., BESASMMITEREL 2 +5s Rn. 24
[B] Lt 452 SR FH B R 25 22 40 M1, 22 40 18] R T L AR

1 BHMREHARRK

2.3 SR AL P RIERTFKEHRE SIE
LA EL . DSS R 41 25 i 20 20 11-6 fil TNF-a 7K
FF L IL-10 KRR, Z R WA S EE L (P<
0.05), 5 DSS # A 4 # Lt . hueMSC-Exo & & 41 4%
M 2 1L-6 F1 TNF-o 7K FREAK L 1L-10 AETH
EFWES IR L (P<<0.05), Wk 1,

*x1 ZHRNBRERALPRIEREFKFLLLE
(n=10,x*t5s)
1L-6 TNF-« 1L-10

415

(pg/mL) (pg/mlL) (ng/L)
WA 35. 6844 88 4.3540.52 175. 49420, 34
DSS #AIZ 89.48-+9.46"  10.36+1.13" 86.5349.11"
hucMSC-Exo 165 41 38.4545.127 45140657 164.25+17.227
F 236. 790 214. 341 106. 505
P <0.001 <20.001 <20.001

L SERAMIL, " P<0.05;45 DSS BB L. ¥ P<<0. 05,

2.4 HA/NRE AL H NLRP3, ASC, Caspase-1
HEHAKE I 5IER AL, DSS B A 4 45 i 4 24
fr NLRP3.,ASC,Caspase-1 FHEHKEH B I &, 257
WG 2 L (P <<0.05), 5 DSS BRI 4] # L,

DSSHEEILH

LSD-+ ¥ 5, DL P<<0.05 NZERHGIFE XL,

2 % R

2.1 %S4/ DAL W4 b DSS /UG
BRSO AR L 45 B S I R RE IR . IE
4 DA PE4r 5 (0. 56 £0. 06) 43, DSS #% &l 46 DAI
T4 R (4. 67£0. 42) 4 ,huceMSC-Exo & 5 41 DAT ¥
AN (1.8240.20)4),3 4HlE] DA WE4r b, £ 5 H
Giitet i X (F=725.515,P<0.05) , Htr DSS # 7
20 DAT 343 T 1E % 240 (P <<0. 05) , hueMSC-Exo &
24 DAL MR T DSS BRI ZH (P <<0. 05)

2.2 HANBREHALUEHIL SRR EWAL
JV 8 RS b Bz 45 4 5, 240 B HE 3 R AR L TG 4% AE 4 i IR
T A 9 s DSS A5 7Y 20 25 i 8 - B2 WO % 4m if HE 51)
ZEAL L 0 A T 2 3T M K ik, K 4R AE AN R IR
PR A3 A N 35 s hueMSC-Exo 1& & 21 25 I 40 8145 1
B cE, WK1,

EAFRI(HE #8,400X)

hucMSC-Exo & & 4 45 % 41 41 v NLRP3. ASC,
Caspase-1 FE FH /K B AL, 2 7 A F il E L
(P<<0.05), WK 2 fI 2,

1 2 3
NLRP3 ~ 669. 79X 10°
ASC | A A S 22 00 10°
Caspase—1 m% 00X 10°
B-actin ” 42.00X10°

W1 NIER 452 2 DSS B ;3 S hueMSC-Exo 82 41,
B 2 FBHMPMREEFHHEL R NLRP3,ASC,Caspase-1
EH¥%XIE WB

xr2 HBHMNREHHL R NLRP3,ASC,Caspase-1 HI
EBAKEEK(n=10,x+5)

215 NLRP3 ASC Caspase-1
EHA 0.510.05 0. 48-+0. 05 0. 4970. 05
DSS 4] 1.78+0.18" 1.59-+0.16" 1.63+0.16"
hucMSC-Exo 1852 41 0.85+0,08% 0.7940, 087 1.0540.117
F 376.765 342, 296 290. 985
P <20.001 <20.001 <20.001

e SIERYIAEE, " P<<0.05; 5 DSS BB AH 1, ¥ P<<0. 05,



« 170 - HBEFSEK 2025 F 1 A% 22 %% 2 M

Lab Med Clin,January 2025, Vol. 22, No. 2

2.5 H4/NRE AL M1 M2 B Wi 20 i E 4
K M1/M2 B w40 B e B He 3 5 15 % 44 b,
DSS &A1 ZH M1 R B W5 48 Jfd L 71 =, M2 B B I 4
i ) ARG, M1/ M2 B S i it e T i, 22 R
GiiteF R L (P<C0.05), 5 DSS L AIL] A L, hucM-
SC-Exo & & 241 M1 AIE kg4 j Eb 61 B AIK . M2 7 g
Y1 LA T . M/ M2 R AT i LG R AR, 22 558
Gt 2FE L (P<<0.05), W 3,
#*3  SENREHAL R M M2 B S 1% LG R
M1/M2 BIEEHM LB (n=10,2F5)

-~ M1 A Mz B M1/ M2
A5 ALY L4t b (i

IEHA 6.03+0. 65 6.8740. 71 0.94+0.11

DSS #E#I4 11.68+1.23" 1.0240.19°  11.5741.23"

hueMSC-Exo 168 41 7.52+0, 787 7.31+0.777 1.1340.157

F 158. 505 391. 741 860. 846

P <20. 001 <<0. 001 <<0.001

EHIERAMIL, " P<<0.05; 5 DSS#EAIZI A, P<C0. 05,

2.6 454 MPMs # NLRP3,ASC,Caspase-1 4 H /K
Tk S5xF B4 . LPS 35§ 4 NLRP3,ASC,
Caspase-1 F KT mE . Z R WA G FE L (P<
0.05), 5 LPS if5 T4l A tk, hueMSC-Exo 41 NL-
RP3.ASC,.Caspase-1 1K FEAK, 22 5 A it

BN (P<<0.05), WHE 3fFE4,
2 3

1
NLRP3 --- 669. 79X 10°
ASC S R 2 00100
Caspase-1 -.. 45.00 % 10°
B-actin AN 2. 00X 10°

M1 AR IR ;2 5 LPS iS4 53 A hueMSC-Exo 4
& 3 &4 MPMs 1 NLRP3,ASC,Caspase-1

EBXRiEWBHE
x4 £ % MPMs m NLRP3,ASC.Caspase-1
ERKEREER (L)

215 NLRP3 ASC Caspase-1
popiiiN 0.4740.05 0.50%+0.05 0.4940.05
LPS F 54 1.67+0.17°  1.57+0.16" 1.63+0.16"
hucMSC-Exo 41 0.7940.087 0.74+0.077 0.6840.077
F 367. 746 343. 891 406. 945

P <<0.001 <<0.001 <<0. 001

e SX AL, T P<<0.05; 5 LPSifER44HLL, " P<<0.05,

2.7 &4 MPMs H M1 1 M2 B 5 W 40 o kb (9] Bz
M1/M2 B W40 i o bh 8¢ 5 % B AL A L. LPS
7T M1 B g 20 i e ] T . M2 Y I A B L
B R AR . M1/ M2 B i i e (T & . 22 R 39 A 4t

RN (P<C0.05), 5 LPS iS4 M . hueMSC-
Exo 41 M1 B 5 I 2 g Eb 1] B A%, M2 0 5 I 40 it b
Bt 5 . M1/ M2 B2 i L R K. 22 R 398 480t
X (P<<0.05), WS,
x5 &40 MPMs 1 M1, M2 B E I 20 ff Lk 51 B
M1/M2 B 5 i 48 B bE 18 bE 3% (= 4 5)

a5 M1 I E M2 I M1/ M2 %I
4l C0) 4l 55 W b (i

Xf R4 5.6740. 57 5.9140. 62 0.9340. 09

LPS #5540 12.67+1.31" 1.0240.11" 12.36+1.34"

hueMSC-Exo 41 7.8940.83°F  6.77+0.72°F  1.174£0.15"°7

F 168. 746 378. 495 840. 823

P <20.001 <20, 001 <20. 001

W SR, " P<<0.05; 5 LPSiESAMIL, 7 P<<0.05,

3 i it

5 1k 25 M 2% S — Fh B 045 i 18 v IR 4 =
RAEVESERG . Z W F 20~40 %, Ifi K T2 % 00 8
5 WM N AE R . B RS A TR
JoNE T, 5 BLh T B B VR R A T MR A L X
a4 e B 3 i N K . B Al R IG 97
2 VLA 0 M 45 I 2 JBE I R RE R Sy 32 1 oA 4
BRI IR IR 75 R A 38 A R BT 7 R A

DSS 22— N T & . & R EG W £ b, &
Ty A M TR T LN 3 L TR R T A . R A b 2
HRF, W5 EAR,DSS & Al BY 45 I 2H 2155 B e AR 32
NG M B g%, AR AR B LA LA | g 3 A IR T
Y77 FIURL AN B 32 08 R A A0 45 B 8 ), JE T, AR
WFFE R F 3 Y0 DSS ¥4 W ) 8 15t 37 P 465 I 4% /)N LA 78
3000, ABFSE . DSS i S/ BUG HBEIE TS | R R
IR 2 B A I AR R AE 2R B 0 M A R
N BRI R i . BLZH 4R A 45 R R L DSS
ES/DNRZLEFHIKE S hueMSC-Exo J5 ., Z i 45
PSR AR s [F AT DSS 7% S/ R E 4t hucM-
SC-Exo J& » /IN B 5 2 055 L T8 | I A58 45 I PR O IR
3200 B 2 M, DAL P40 B R BRI, AWFoe a5 SR £ W
hucMSC-Exo 1] B i 22 fit DSS %t /1N 5L 45 i 20 273 3 i
F 45 . ABESE L DSS 175 5/ B2 R bk 5 hue-
MSC-Exo J&i , 45 I 4H 41 1L-6 Fll TNF-a 7K F &A%,
IL-10 KT, Bzt %8 T RIE B, &
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Relationship between serum Angl-7 and ALBI score with cardiac function and
short-term prognosis in patients with acute decompensated heart failure”
BATI Yushun ,GAQO Falin ,QI Xingping
Department of Cardiovascular Medicine ,Chuzhou Municipal Hospital of Integrated Traditional
Chinese and Western Medicine ,Chuzhou » Anhui 239000,China

Abstract:Objective To investigate the relationship between angiotensin 1-7 (Angl-7) and albumin-bili-
rubin (ALBD score with the cardiac function and short-term prognosis in the patients with acute decompen-
sated heart failure (ADHF). Methods A total of 128 ADHF patients admitted and treated in the Cardiovascu-
lar Medicine Department of this hospital from October 2020 to October 2023 were selected as the ADHF
group,and 79 healthy volunteers undergoing the physical examination at the Physical Examination Center of
this hospital during the same period were selected as the control group. The serum Angl-7 level of all study
subjects was detected,and the ALBI score was calculated based on the baseline albumin and bilirubin levels.
The occurrence of all-cause death and adverse cardiovascular events was recorded within 6 months follow up
after discharge. The correlation of serum Angl-7 level and ALBI score with the cardiac function parameters
[left ventricular ejection fraction (LVEF),left atrial diameter (ILAD),left ventricular end-diastolic diameter
(LVDA) ] in DHF patients was analyzed. The multivariate Logistic regression analysis was used to analyze the
factors influencing the short-term prognosis of ADHF patients, and the receiver operating characteristic

(ROC) curve was drawn to analyze the value of serum Angl-7 combined with ALBI score in predicting the
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