FHEHAKXFFIR  Acta Universitatis Medicinalis Anhui 2023 Aug;58(8)

- 1329 -

R 2% s pg B 1) . 2023 — 07 - 14 0952 :01

] %5 B B Hu 3k hitps ://kns. cnki. net/kems2/ detail/34. 1065. r. 20230713. 1438. 028. html

P DB IR R e RE /D Bl 2Py 103 05 B DR B 12

ABRAC £ BR"? JER T AR

TE B8 ETERERT AR 20 (LPS) W53 09 M iE
S (AKD MR ER, Ak 24 HEEME C57BL/6
/NEBEAIL 34 Control 41 (AEHEER/K) \LPS 41 (LPS 15 mg/
kg) \LPS + Dul 41 ( LPS 15 mg/kg + EERIBEK 0. 6 mg/kg) Fil
Dul 41( EERIHENK 0. 6 mg/kg) , A4 6 H, A M 13 5% 14 75 X
U525, i 24 h S IE /N B AR B BRI E TR i WA
ANV IR J MG AR AR . SR FH HE W88 45 21 B 21 2005 2
Ak, 325 A I I 3 PR 2 %0 (BUN) JULEF (CRE) 19728
&, qRT-PCR K B AT = 41 it 5 —F 3 40 A 25 (TL) -6, iR
WHEH F-a(TNF-a) IL-1B 7KV, Gz 4 A0 ARG B U o
YRR SRR ) F4/80 FE S (LY (MPO) & i, 4
B 5 Control 41 Heds, LPS 41 /)N B o ot v 4 H. X000 B ik
JEEHEN (P <0.001), BUN Ml CRE F+& (P <0.001, P <
0.01), S H T4 145 (P <0.001), B H 1L-6 1L-1B,
TNF-a 1) mRNA 7KF- T4 (P <0. 05) , L0 20 i A e Pz 4
JHLZ AN (P <0.001) , 5 LPS 4L %, LPS + Dul 2H /)N B,
AT R o LB A ST R RIS (P < 0.05, P <0.001),
BUN FI CRE F#fIR(P <0.01) , B #0537 53 B (P <0.05) ,
B IL-6  IL-18 I TNF-o F9 mRNA 7K FEFEAE (P <0. 05
o P <0.01) , EREANHRIE D (P <0.01) , i Rk
B LPS 175 AU AE AKT EAg £ 915 F, FLHLHI T g 8
THWD R AE A BB TR 6 M AN IR | DA IR AR 46 P 3
ik 3B BE AR

KA PEROREI ; MeRRAE ; 2V B P05 RAE IR 20
PESES R 965

MEARERD A XEHS 1000 - 1492(2023)08 - 1329 - 06
doi:10. 19405/j. cnki. issn1000 — 1492.2023.08.014

RTEAE (sepsis) &8 ML X 24 R T 2R 48
U SOV R, DT 3 B0 B A i ) i B DI RE R,

2023 -06 - 12 $ZI%

RETH . R QRIS (9582200805 ) 5 %2 I EEBL A 2411 IR
B2 BT H (45 :20211exk024 ) 3 ZERUER R
BHIFHE 4 (45 :2022xkj033 ) 5 1@ B A I IR A T 98 2 42
( 4W*5 : MBLHJJ202002 )

PER B TR RN R 258 MR BEBe ! N ARt 2 51k B2 i 5T
Huls AR 230601
P RHERIR AL DA S A TR S ARG, A

230032

FEH R AR, 2, 5T 2k
WK, 5, BAEEI, A4 00, STE/EH, E-mail.
PanTR1968@ 163. com

P ¥ = R N IR SN
H 245 60% B MREEAE B 2 AN [R) AR 32 1 2 g
Bt M EEAE Stk B R4 (acute kidney injury,
AKD) 4 FREEAE B WLIT ACAE , 5 HC AL 8% B 3 b
BF IR BB A MR AE AKT (9 %F
ik B D BELE L I ) A 20 T e, & L o K At
MU RREA B /I 57 A 28 TR A T S e 2 i
55 HE = A0 B, BRI R e
iE AKIL BT LEHL R A ROR T 7 582 BE 2 G
A A

Jig 5 Bl 2R RE IR-1 A2 1R 38 30 ] ( glucagon-like
peptide-1 receptor agonist, GLP-1RA ) -J& $ii 4 ik ( du-
laglutide ) EL )32 FF 2 BB PRI H0I6YT . A AT
Gl R, B RORE BT LS Bl 22 B (lipopolysac-
charide , LPS) 1755 %) .0 WL 40 o 45 475 , 2% BH H: ] BE7E
RUEBIG T BA —E R E . H X BRIk
TEMCEERE AKT P AR FH B2 BILA i AN Ve A . 5T
AT/ U S LPS U5 S R REAE AKL AR fiff ]
JERORE KT T0US G I A AR AR AR R PR T K A
PEA N AT B0, AR BERDRE IO R REAE AKT B
TRAP L

1 RS 7%

1.1 FENFS5KF LPS(4%5.18880) Iy [tk
IR FERHLABR A 5 FERIBEIK (535 : D424037)
W B 32 [ ALK 2 A 5 WLEF ( creatinine , CRE ) 37 £
T CO11-2-1) | 1Ml JR & & ( blood urea nitrogen,
BUN) i# & ( $25: CO13-2-1) ¥ [ g o 2 i 2
TARRFFE T, F4/80 Piik (525 . DF2789) I H VL5
AffinityBiosciences 2\ &) ; MPO HiiA ( 85 .22225-1-
AP) Il H BRI =S AW H ARG R F] HRP ARic iy
P P (525 . EAB1004 ) W [ 2 S B 4 A )
BHE A
1.2 Zh¥EEMNESTSSE R 6 ~8 ik
SPF g5l itk CSTBL/6 /N, AR (20 +£3) g, /71
U FRAE R R 2258 W R B B b D S 6 =
SRR B A4S 12 h, H HAOK AR E /NG
PSR T d J5 B /N BEDL 534 Control 41 LPS 41 |
LPS + Dul 44 F1 Dul 41,541 6 2. LPS 41/hR LA 15



- 1330 -

FHEHAKXFFIR  Acta Universitatis Medicinalis Anhui 2023 Aug;58(8)

meg/ kg &G S LPS, Dul 2/ LL 0. 6 mg/kg
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(F=22.60,P <0.001);5 LPS 4l4Ht, LPS + Dul
HE BT FEAR (F =6.65, P <0.05), VLK 3B,
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11.09, P<0.01), WWKI5A, MPO Fudl fb e (ks
T Fep R A0 MR E O, 5 Control 2140 L, LPS A
PR kLA R E S i (F =8. 68, P <0.001);

A

s}
)

skskok

B PR (57)
£

L] []

1 2 3 4

3 &4A/NF HE $BER
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Abstract Objective
lipopolysaccharide (LPS). Methods

To investigate the protective effect of dulaglutide on acute kidney injury ( AKI) induced by
Twenty-four male C57BL/6 mice were randomly divided into Control group

(normal saline) , LPS group (LPS 15 mg/kg), LPS + Dul group (LPS 15 mg/kg + Dulaglutide 0. 6 mg/kg) and
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= X AZF (trigeminal neuralgia, TN) J2& & 4= 7E
SR DA G R R 2L TR . RSP
PEH TN i — L2593 y7 2 KRI B 249
WASPE A ST B AE 0 % A=) PRI 75 B 3 ol
o BRAIL AR A B L i B 00 5 5 A B 4 R T T
%, Toll #5321 7 (Toll-like receptor 7,TLR7) 4& Toll
FEGTG IO 22— 3 ok 3 I JSent i 22 T i) 2wy S
SRR EE T, TLRT 7EZ R AR M h &
WRAKOFTH R I o A e VE PR T TLRT 245
S5 = M G BLEOR MR TE R . AR R
B, #% A F-kB ( nuclear factor kappa-B, NF-«kB ) 7E i

Dul group (Dulaglutide 0. 6 mg/kg) with 6 mice in each group. The drug was administered by intraperitoneal in-
jection. After drug intervention for 24 h, the body weight and kidney weight of mice were recorded, and kidney tis-
sue and serum samples were collected. The pathological changes in kidney tissue were observed by HE staining.
The serum urea nitrogen (BUN) and creatinine ( CRE) levels were detected by the kit. The levels of cytokines in-
terleukin (IL-6) , tumor necrosis factor (TNF-a) and IL-1f in the kidney were detected by qRT-PCR. The con-
tents of macrophage marker F4/80 and myeloperoxidase (MPO) in kidney were determined by immunohistochemis-
try. Results  Compared with Control group, mice in LPS group lost weight and increased kidney weight (P <
0.001). Moreover, the levels of BUN and CRE increased (P <0.001, P <0.01). Meanwhile, the mRNA levels
of IL-6, IL-1B and TNF-« increased (P <0.05). There was obvious pathological damage in kidney tissue. In ad-
dition, macrophage and neutrophil infiltration increased in LPS group (P <0.001). Compared with LPS group,
mice in LPS + Dul group gained weight and lost kidney weight (P <0.05, P <0.001). Moreover, the levels of
BUN and CRE in LPS + Dul group decreased (P <0.01). The renal histological scores were reduced (P <0.05).
In addition, the levels of IL-6, IL-1B and TNF-« in kidney tissue decreased (P <0.05 or P <0.01). Moreover,
the infiltration of macrophages and neutrophils in kidney was reduced (P <0.01). Conclusion Dulaglutide has a
protective effect on LPS-induced sepsis AKI, which may be related to reduce the expression of inflammatory media-
tors and decrease the infiltration of inflammatory cell.

Key words dulaglutide; sepsis; acute kidney injury; inflammation; lipopolysaccharide



