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TREM-131 &I Bk LR12 X IR EFBE/M RO ARG K E(ER
K EHALH

Eh R AR BERLF L e #H, Tagz!
(1. b3 TR B E R BIE E22 R, db Bl 06300052, B840 3R T 27 b e B2 e BRI AR,
Wik i 063000)

(8 ZE] BH: WITERARA L 2K 1T (TREM-1) 6K LR12 % e iE /I 5o WU 5 B9 76
JE BT RE AR FHALE . B¥E: RAIEMEHLERA (CLP) @7 MefE i /N BB A . % 40 HiE
NEUREHL S AR TR 4. B . CLP+HLRI2 X4 MK (LR12-ser) 41, CLP+LRI12 4] fl CLP+
DNase [ 41, #4118 H . BRFRAI, HAKA/NRIFT CLP B FEEF A, ARJ5 1 h 5508 5
FESf LR12-scr. LR12F1 DNase | o ARJ5 24 h, WELA/NEAREMIT IR, RHNIYES RE
K 4% 20 /N BRLC IE T RE L IS 0 03 0 Bt 360 (ELISA) 1246 00 4% 41 /)N B I 375 v Iff 375 JUL T2 36 it ) 1
(CK-MB) LA E AT (¢Tnl) KRR EHMENE 1R (IL-18). ALK 6 (1L-6) Flff
FERFEN F o (TNF-a) AKFLUSC A S b SR (MPO)-DNA (MPO-DNA) Fl b M bz 41
FPEE IR (NE)-DNA (NE-DNA) 7K, HE 34 & 32 4 & 2/ RO LA ZUR BB 8 R, Sy ol
O Y 0 5 A 25 2 /N BRLC WLZH ZUh ik L 0 i e R 6G (Ly6G) AR Z AR L 40 2 11 H3 (cit-H3) 1k
FIEFE M, Western blotting 3 K6 I 4% 41 /N B0 ILAL R b TREM1, MPO. NE il cit-H3 & H £ B K.
R SRFRALE, AN ZEAE, ONASHES EEL, OB ZEg . BB, SR
H#, CLP+LRI2ZA CLP-+DNase [ 21/ BURE #ICIRAS 220 LA 5 0 W 1 k3, CLP+LR12-scr 48
T BARE . OBEThEERT, SEF AR A, BAA/NR A CE M (LVEF) 20 % i 46
M (LVFS) BIERREML (P<<0.01); HEAIAHE, CLP+LRIZAMCLP+DNase | /M LVEF &
LVFSHI Tt (P<<0.01). ELISA:, SETFARAE, SR/ o CK-MB Fil ¢ Tnl 7K F K&
IL-18. I1L-6 1 TNF-a /K 8 F 8 (P<<0.01), O AL4L4UH MPO-DNA Al NE-DNA /KW & T 5
(P<<0.01); SEMA HE, CLP+LRI24MCLP+DNase [ ZH/NIMTEH CK-MB & ¢ TnlZK 2L 11.-18,
IL-6 Al TNF-a /K F B L B A% (P<<0.01), L ALZH 41 MPO-DNA I NE-DNA /K F B i f# % (P<<
0.01); CLP+LRI12-scr4l Fik$pr¥ TG B8k (P>0.05). 5EFRA L, BRI /RO LA
AU Ly6G fl cit-H3 8 (e ab i, SBIRIA] e, CLP+LRIZ41A CLP+DNase I 21/ B0 AL4L
2P Ly6G K cit-H3 & (14t 50 4> . Western blotting 1, S T AR #, AL /N ELO LA S
TREM-1. MPO. NE il cit-H3 & [1 R ALK EH I T 5 (P<<0.01); S5RMA E, CLP+LRI24
NGO Z T TREM-1. MPO. NE il cit-H3 8 [ & iAKW B FEAR (P<<0.01), CLP+DNase [ 41
NG UL MPO . NE fil cit-H3 8 F R A KCF BB AR (P<<0.01), TREM-1 R ikKF-2 5
TGttt E X (P>0.05), 45#: TREM-1# Ik LR12 o] 8038 ik 8 05 /N BUAY D D g, 0420 LR E
AT, AL AT RE 5 B0 b R 20 i AN (NETs) T8 A 6.

[REWRM]  MeFIE; OO B8R40 A& 320K 1 oMb 40 i M /M 5 LR12

[ BH] 2025-06-30 [REAHH] 20250806

(EEmB]  WdE DEEZ AR (20250928)

MEE®AN] &£ (1988—), L, Wt ffam A, FIREIN, PR, 325 DS E0RE DS 2 HLmh A PR 75 i i B 52
[(BfEEE] T#%, BlETEMN (E-mail: wangjianjun0916@163.com)

© (EMRRFEM (B2 ) FiEE, JFRRGENE CC BY-NC-ND #r.
© Editorial Board of Journal of Jilin University (Medicine Edition). Open access under CC BY-NC-ND license.



Z4E, % TREM-190H Bk LR12 56 e 28 5 /s BLC LR 105 04 238 76 J1 2% e pL i) 367

[FESZES] R5H42.2 [x#EiFEEB] A

Improvement effect of TREM-1 inhibitory peptide LR12 on
myocardial injury in septic mice and its mechanism

LI Jinyu', LI Zhonghui®, CHENG Aibin', BU Xuan', BAI Jing', WANG Jianjun'
(1. Department of Intensive Care Unit, Affiliated Hospital, North China University of Science and
Technology, Tangshan 063000, China; 2. Department of Thyroid Surgery, Affiliated Hospital,
North China University of Science and Technology, Tangshan 063000, China)

ABSTRACT Obijective: To discuss the effect of triggering receptor expressed on myeloid cells-1 (TREM-1)
inhibitory peptide LR12 on myocardial injury in the septic mice, and to clarify its possible mechanism.
Methods: The mouse model of sepsis was established by cecal ligation and puncture (CLP). Forty male
mice were randomly divided into sham operation group, model group, CLP+1LR12 control peptide (LLR12-
scr) group, CLP+LR12 group, and CLP+DNase | group, and there were 8 mice in each group. Except
for sham operation group, the mice in the other groups underwent CLP to establish the sepsis models, and
were intraperitoneally injected with LR12-scr, LR12, and DNase 1 at 1 h after operation, respectively.
At 24 h after operation, the status and behavior of the mice in various groups were observed. A small
animal ultrasound system was used to detect the cardiac function of the mice in various groups; enzyme-
linked immunosorbent assay (ELISA) method was used to detect the levels of creatine kinase isoenzyme-
MB (CK-MB), cardiac troponin I (¢Tnl), and inflammatory indicators interleukin-18 (IL.-18), interleukin-
6 (1.-6) , and tumor necrosis factor-a (TNF-a) in serum, as well as the levels of myeloperoxidase
(MPO)-DNA and neutrophil elastase (NE)-DNA in myocardium tissue of the mice in various groups; HE
staining was used to observe the pathomorphology of myocardium tissue of the mice in various groups;
immunofluorescence staining was used to detect the co-expression of lymphocyte antigen 6G (Ly6G) and
citrullinated histone H3 (cit-H3) proteins in myocardium tissue of the mice in various groups; Western
blotting method was used to detect the expression levels of TREM-1, MPO, NE, and cit-H3 proteins in
myocardium tissue of the mice in various groups. Results: Compared with sham operation group, the mice
in model group were listless, with disordered arrangement of myocardium tissue, and atrophy and
deformation of cardiomyocytes; compared with model group, the mental state and myocardium tissue injury
of the mice in CLP+LR12 group and CLP+DNase I group were significantly improved, while no
significant change was observed in CLP+LR12-scr group. The cardiac function detection results showed
that compared with sham operation group, the left ventricular ejection fraction (LVEF) and left ventricular
fractional shortening (LVFS) of the mice in model group were significantly decreased (P<C0.01) ;
compared with model group, the LVEF and LVFES of the mice in CLP+1LR12 group and CLP+DNase [
group were significantly increased (P<C0.01). The ELISA results showed that compared with sham
operation group, the levels of CK-MB, ¢Tnl, IL-183, IL-6, and TNF-a in serum and the levels of MPO-
DNA and NE-DNA in myocardium tissue of the mice in model group were significantly increased (P<C
0.01) ; compared with model group, the levels of CK-MB, ¢Tnl, IL-18, IL-6, and TNF-a in serum and
the levels of MPO-DNA and NE-DNA in myocardium tissue of the mice in CLP+1LR12 group and CLP+
DNase [ group were significantly decreased (P<C0.01) ; no significant changes in the above indicators
were observed in CLP+LR12-scr group (P>0.05). The immunofluorescence staining results showed that
compared with sham operation group, the co-expression of Ly6G and cit-H3 proteins in myocardium tissue of

the mice in model group was increased; compared with model group, the co-expression of Ly6G and cit-H3
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proteins in myocardium tissue of the mice in CLP+1.R12 group and CLP-+DNase [ group was decreased.

The Western blotting method results showed that compared with sham operation group, the expression

levels of TREM-1, MPO, NE, and cit-H3 proteins in myocardium tissue of the mice in model group were

significantly increased (P<Z0.01); compared with model group, the expression levels of TREM-1, MPO,

NE, and cit-H3 proteins in myocardium tissue of the mice in CLP+LRI12 group were significantly

decreased (P<C0.01), while the expression levels of MPO, NE, and cit-H3 proteins in myocardium tissue

of the mice in CLP+DNase | group were significantly decreased (P<C0.01), and there was no significant

difference in the expression level of TREM-1 protein (P=>0.05). Conclusion: TREM-1 inhibitory peptide

LLR12 can improve the cardiac function and alleviate myocardial inflammation and injury in the septic mice,

and its mechanism may be related to inhibiting the formation of neutrophil extracellular traps (NETs).
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Jie i i S PR SRR | K ) 4 B P S BN R A
B VE A B D BE R AL, O WU o
FEARAE , WY1 A BE T XU o e A LA
[ e % R GE AL O RON A ML, R PR Y 5 — 1
Bipgk, A g R UKL AR RN R B b 1 s 48 A
075 i M (neutrophil extracellular traps, NETSs)
SERL, 7E R A0 B N R b A G AR
U, NETs /& DNA, PiokiE [ [ angsd Ak
YIH§ (myeloperoxidase, MPO) Fl 47 41 fifg 5t
E M (neutrophil elastase, NE) | K4 & HEH
BB AR 25, 2 22 o B AR 1R T R 938 IO 2 1 S
JSr o SR, NETSs i B 77 Al 68175 Kk MR EEAE T Y
A, T8N S AE R W R HE 2 2 Al
B T T o R B AR AN M ik R 2 A 1
(triggering receptor expressed on myeloid cells-1,
TREM-1) Je ek B A EMEE L6, £%
T3k PR 20 M R A% 20 R % W A R A R R A
ML, TE S AE AR 5 O B 5 U B[] o 2 4% 56
T fE. B9 T KB TREM-1H 5% 1% 1k
ANAS 5 T T i R A 45 A% S5 5 1) A AL ) AT D) %
15, 3 Al 2 NETs B i S H T i 45 - i % 1Y)
Woh, 58 ER R . LR12 2 —Fpke =45
[l TREM-1 32 (& (9 /N 43 Z2 Ik A il 50) Al ik 7
S0 % TREM-1 (soluble TREM-1, sTREM-1)
RO 38 g PR 4 & B, A7 20 il TREM-1 {5
5o S, DT A R B R RE RN, H T,
TREM-1 41 il ik LR12 € 76 8% G PE AR o8 (835 10 11 a
07 R 50 v s R G Y 2 A R R 32 v, (H
X Jie g i i O LA 0 B9 VR T o R B o AS AT 5 45
o £ ST e T RE /N BB R, R TREM-1 40 il ik
LR12 X Jife 2 4 /1 Bt L5493 9 11 T B HE T BB B4 AL

Triggering receptor expressed on myeloid cells-1;

i, LA Ay e i i 0 LA 3 1% B 9 4 48 i S I
1 MREFE
1.1 B3 . 2Z2RXNFNE SPF LM
C57BL/6J/NEL 40 K, 8 JA %, M it 20~22 g,
W Hw AL L s, s A VE R IE S
SCXK (%) 2021-002., /N AFETHEHIE . HiEH
WG IR PR R PRI, AT A oK. LRI2FILR12
Xt B8 Ik LR12-scramble (LR12-scr) W [ #5 5t 1F ik
AR A BR AR, NETs ##l7) DNase | Iy At
RN ER AR A, WURR BB [F TR -MB
(creatine kinase isoenzyme-MB, CK-MB) . .t JLAL
5 M 1 (cardiac troponin I, ¢Tnl) . 40 M A &
18 (interleukin-18, IL-18) . H 40 i 5~ & 6
(interleukin-6, 1L.-6). Al J& 3K %E A ¥ « (tumor
necrosis factor-a, TNF-a) . MPO-DNA il NE-DNA
il 3 4 9% W% BfF L 5% (enzyme-linked immunosorbent
assay, ELISA) Faillif 7] &% W B R4 Y
FHEABRA T, TREM-1, MPO, NE Fljf £ 40 g
Pt 6G  (lymphocyte antigen 6G, Ly6G) Hriky
AR =B Y EARAGRAR, INEARAEN
H3 (citrullinated histone H3, cit-H3) ikl [ 3¢
Cell Signaling Technology A H] . VINNODS LAB
/NN RS R R G A AL s s A E R A R A
A, Mini-PROTEAN 3 H 7k &R 4t H € [ Bio-Rad
oA, XS E BOG/ZO0Mm R B s A B AR
PN /N S
1.2 2RFIHhorB REFEDNAERAFNE 2R
iE N AR SR LR, K 40 Ho BUBE HL 4 o8 R
FARA, BAA . EWEHL AR (cecum ligation
and puncture, CLP)-+LRI12-scr#l, CLP+LRI124]
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M CLP+DNase | 4, fH8H . BREF AL,
HA A 4/ BRUE SR CLP 2 57 e 3 E /) BB RS
HAREAEN T REiZEE 1205, BTN KO
ZEN (50 mg-kg ') LABREE/NEL, I LU EM [
TREBEMES, TEBLAEMO.5 cmAA/EL ecm 4
Toa, TR, EhRE, FEHKE /24
PEATSEHL . ] 225 81 S A8 B W I v AT 2 K BT %
PEZEN, TEEEIT M, RIS DR NEY R
BINH N, BJRgEGEEY I, R THE K T
51 mL 37 ‘CHA B ER K /b FEAR WL o R T AR /N B
TP . R, RFEITEFLM R . AR5 1h,
CLP+LRI12-scré/NRAEEESS 5 mg-kg ' LR12-scr,
CLP+LRI12 41 /)5 M 0 14 5% 5 mg-kg ' LR12",
CLP-+DNase | 41 /M B M B I 5 10 mg-kg
DNase [ ", & F A 41 A5 78 41 /N B s v 4
GRBAERER K . MBI D A A /N RARE1T R
A IE S O

1.3 @B BERBAEEZZADA R
e T CLPARJG 24 h R A /N, LU EM
€ THAES, PIBREIINE L. RH/NShY RS
AR ZR L, T 70 = Kl U0 T R 5 A 4/ B M A
A R, I g /N B ZE O E A A (left
ventricular ejection fraction, LVEF) HIZ:.0 % fi il
45 58 % (left ventricular fraction shortening, LVFS) .
1.4 &XMNEH R L4 KfF P CK-MB.cTnl.
IL-1B.IL-6 fo TNF-a 2K -F .0 88 75 A 0 25 )
A 21 /N B AT R RE BBCI , o YR A B0 e 4R
Ho MUk 1R M ELISA 100 & U B B4 E, i+
/N B A0 WLS AR ) CK-MB Al e Tnl /K-
KA GE R IL-1B, 1L-6 il TNF-a K.

1.5 #HAEHM L8/ K8 PLAE LR P MPO-DNA #=
NE-DNA K -F UM &5 55, >R A SUHE B 3% At
FE A5 A /N B, A B0 B o S R W R R 2% e ik
(phosphate buffered saline, PBS) iyt 5% & Il W
SR IR S i e T A AR T - BT
Ja . WO BIE W A e B A U T A R A
R 2% 41/ BLC LA U MPO-DNA FNE-DNA
KF

1.6 HERE&XAKZADNACNARFEY S
A WAAPDRONHL, BT 4% 2R HEE
GE 24 h, WK . AR, H AR N 4 pm
B OMAR A R, HE O 5 & A, T W 6ss
TWREE 0 ILZH S0 U A8 R I IT R A B

1.7 e FEAFEETANEADRASCIAR T
Ly6G #= cit-H3 & & & R X H L H54/h RO
M, BT 40 ZRPRPEE 24 h, RAEVIHIR
J& (optimal cutting temperature, OCT) L& ¥4
WS £ Y R . YA £ 0.5% Triton X-100 i 1k 4b
P15 min, 10% (H=F MG Z R EH 2h, A Ly6G
Mcit-H3 —4#t (1:500FF), 4 CEF % . PBS
G W TR 3 WA, G SR TR I AP hRId
o, FEMBEF 2he FETHUE, W DAPTH
15 min, PBSZZmiHvE 3G £ . T2O0 R
R WE 0 AL P Ly6G il cit-H3 2K (1 36 % ik 1
BLIF R EMR . Ly6G HI T 5E o7 v Mok 41 i 76 41 21
H IR 5 48 A, cit-H3 J2 NETs JE B OC A% 0
PR . Ly6G F cit-H3 2 1 BHPE 4 18 % NETs
Rk, IR DGHE , R0 LA S0 p kL4
P NETsIE 2 .

1.8 Western blotting 34 ] &40 /s £, S ML LR ¥
TREM-1.MPO.NE #= cit-H3 & & R &K F H45
/NG LS, I AT S S BE UL TE ¥ (radio
immunoprecipitation assay, RIPA) % f# & 21 % ,
B B B W, — oMk B R (bicinchoninic acid,
BCA) 50 &l 2 (R B o OS2 (1 kAT 1
ek R Bh - 3RO M T i BE B B Yk (sodium
dodecyl sulfate polyacrylamide gel electrophoresis,
SDS-PAGE) JG#: 5, 5% BLAR WK B . 43 im
A TREM-1. MPO. NE. cit-H3 I B-actin —# T.
PEW (1:1000% B8 ) J& & T 4 COKAR hIF B L 7 .
A AR i 4k 9 B (horseradish peroxidase,
HRP) Frid 8yt F 4 — 9t (1: 500 B ) , %
B & 1 ho My 9® A fb % & O6 ¥ (enhanced
chemiluminescence, ECL) 7| & 5% 1%, &k
Image J A4 70 7 & 1454 K BEEAE, DA B-actin H
Z, WEHNEARIKKE, BWERRKEK?=
H 8 A K BEAE /N 2 8 400 K BEAAL

1.9 it # 44 R SPSS 26. 0 8 Rk 17 43t
ForiT. AH/NELVEF MILVES, [iiEH CK-MB
¢Tnl, IL-1B, IL-6 Fll TNF-a /K, 0 L4040
MPO-DNA f1 NE-DNA 7K LA 2 TREM-1, MPO
NE il cit-H3 & 1R 5K P A A IERS M i, Lhasts
TR, ZHBIREAR B BRI  &R 7 22514,
2 [) A AR 25 K0 L AR LSD-c K 5 . LA P<<
0.05 N ZEFA G R Lo



370 TR 2 (R0

¥(52% H2H

2026 4E 3 H

2.1 2aALRARBEFARAPFEEFL BRFAR
ZH /N BUPR WA 30 R, B R R TG TE MR HE JC B
oWy, XA SR Chn il gl AR AR RN
O, A ZH I CLP+LR12-scr 40 /) BRI 2
12, MM ZEEE, 1rahiR %, MIESWHm, &
BIREL, IR L, WA TR N R
CLP+LRI12 21 i1 CLP+DNase [ 21 /s FL I 1 45 %
P2 E R, MRHE 43 00 4 RS 3 s B s b, XA A
R R, RG24 h, HFERHAT/NRIET:,
LA /N RAE TS 3 K, CLP+LRI12 4 fil CLP+
DNase | /MRAET-1 H, CLP+LR12-scr4/h
AT 2 H o 441/ BUH BLAE - ) K i 25 #h 72,
PRIEAZH 8 H

2.2 Ba bRk HEFRMLE, #R
H/NR LVEF FILVFS ¥ B B (P<<0.01); 5
MERIZH L%, CLP-+LRI12 41 f1 CLP+DNase [ 41
/N LVEF X LVFS¥M BT (P<<0.01), CLP+
LR12-scr /N LVEF il LVFS 2R L4112 52 X

(P>0.05), W#&1,

£1 K4/AROIEDIRE
Tab.1 Cardiac function of mice in various groups
(n=8, x+s, 9/%)

Group LVEF LVES
Sham operation 66.85+3.17 37.28+3.06
Model 45.1942.26° 26.344-2.40°
CLP+ LR12-scr 46.7242.05 27.1041.82
CLP-+LRI2 57.26+2.83" 31.13+2.47°
CLP+DNase | 61.09+3.29" 34.84+2.11°

'P<C0.01 compared with sham operation group; “P<C0.01

compared with model group.

2.3 BHAPACHALBEYSEAL BTFRLND
FUC WU UHESN RS, O LA A TR 8 5 AR ZH
CLP-+LRI12-scr 41/ LA 2L HES 2 6L, 0 L
Wiz . AR, AT LR PRI MIRE; CLP+LR124]
A CLP+DNase [ ZH/NEUDNIAZIHES B HLEE, 4
MBS0 B, R, WK 1,

D E

A': Sham operation group, B :Model group,C: CLP+LR12-scr group,D: CLP+LR12 group,E: CLP-+DNase [ group.
Bl &4/ IHASREE SRR (HE, X 200)

Fig. 1 Pathomorphology of myocardium tissue of mice in various groups (HE, X 200)

2.4 %4 K dFE P CK-MB,cTnl, IL-1B,IL-6 =
TNF-a R+ SEFARMALE, BRI/ R E
CK-MB 1 ¢ Tnl K3 B (P<<0.01); 5
BRI %, CLP+LRI12 401 CLP+DNase [ 44/
BLIM 8 h CK-MB & ¢Tnl K - 35 B B &L (P<<
0.01), CLP-+LRI12-scr 41/ Bl 35 o CK-MB F1
cTnlKFEF G EE L (P>0.05), W2,
SEFARA L, BRA/NRU0E$ 1L-18. 1L-6
I TNF-a7KF B AR (P<<0.01); SHIAI4]
i, CLP+LRI12Z4HM CLP+DNase [ 44/ 7
IL-18. IL-6 }& TNF-a 7K ¥ B & B Ik (P<<0.01);
CLP+LRI12-scr 4/ B o IL-1B, IL-6 Al TNF -«
K2R TG (P>0.05), W3,
2.5 &) K pEg F MPO-DNA #» NE-DNA
KRE HEFARALE, BAILA/NERO AR

#2 KHA/NFMFEF CK-MBF cTnlKF

Tab. 2 Serum levels of CK-MB and ¢Tnl of mice in various

groups (n=8, r£5)
Group CK-MB [A,/(U-L™)] ¢Tnl[p,/(ng-L7")]
Sham operation 28.73+1.86 19.214+1.52
Model 57.654:4.18" 53.3744.83
CLP+LR12-scr 58.4344.35 51.8244.70
CLP+LRI12 40.083.07° 35.8842.14%
CLP+DNase | 34.23+2.79" 29.43+2.53%

'P<C0.01 compared with sham operation group; “P<C0.01

compared with model group.

MPO-DNA FINE-DNA /K488 i 7 b (P<<0.01) ;
SRERIA L, CLP+HLRI2AHF CLP+DNase | 41
JNELC LR 22 rh MPO-DNA K NE-DNA 7K 3 B i
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F3 BU/NFMFEF IL-18.1L-6 Fl TNF-a 7K
Tab.3 Serum levels of IL-18, IL-6 and TNF-a of mice in

various groups (n=8, %5, oy/(ng-L 1]

R4 HHPRONMHALF MPO-DNA FI NE-DNA KF
Tab.4 Levels of MPO-DNA and NE-DNA in myocardium

tissue of mice in various groups (n=8, x=%ys)

Group MPO-DNA[w,/(pg g )] NE-DNA[w,/(ng-g )]

Group IL-183 1L-6 TNF-a
Sham operation ~ 34.084+3.81  12.3441.05 110.2049.72
Model 83.05+6.24"  33.18£2.16  188.62+12.65
CLP+LR12-scr 82.46+7.01 32.52£2.71 186.17+15.43
CLP+LRI12 55.153.72% 24.48+1.22° 163.35+13.08

18.204-1.07"  147.91+16.13"

w
A

CLP-+DNase [ 48.02+4.3

Sham operation 10.32+1.15 7.88+1.36

Model 31.89+4.04" 27.53+2.28"
CLP-+LRI12-scr 30.42+3.85 25.76+3.19
CLP+LRI12 22.98+2.72° 17.60+1.88"
CLP+DNase [ 19.36+2.24" 15.87+1.45"

P<20.01 compared with sham operation group; ~P<C0.01

compared with model group.

Bk (P<<0.01), CLP+LRI12-scr ZH /) B0 AL 4L
41 MPO-NDA Hl NE-DNA /K 22 7 K412 =
X (P>0.05). W34,

2.6 BB A SPLER P Ly6G Fecit-H3 & & &
EHRL HEFRAE, HSAL /NG Z
Ly6G #l cit-H3 8 H IRk s SHEAH LK,
CLP+LRI124H A CLP+DNase [ 2H/NEOWLZHE
Ly6G il cit-H3 £ AL kb, CLP+LR12-ser 4

DAPI Ly6G

Sham operation

20 pm

Model

20 pm

CLP+LR12-scr

20 pm

CLP+LRI12

CLP+DNase I

20 pm

rescence)

‘P<0.01 compared with sham operation group; “~P<C0.01

compared with model group.

ANERGD WL 8L Ly6G i cit-H3 #1336 ik L W] 2
k. ULIE 2,

2.7 & o8 PLL %+ TREM-1,MPO NE #=
citH3Z G R AKF HEFARH L, BB/
FUOLZH 4 TREM-1, MPO. NE fi cit-H3 & (A
TR BT (P<<0.01)., SHAI4 g,
CLP+LRI12 4 /B0 WLZH 24U TREM-1, MPO.,
NE Fl cit-H3 25 1 £ 35 KW B FEAR (P<<0.01);

cit-H3 Merge

20 pm 20 pm 20 pm

20 pm 20 pm & 20 pm

20 pm

20 pm . 20pm LY, 20 m

20 pm 20 pm 20 pm

B2 FA/PMROULELH Ly6G Ml cit-H3 E B IR IBIH I (BRI H )

Fig. 2 Co-expression of Ly6G and cit-H3 proteins in myocardium tissue of mice in various groups ( Immunofluo-
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CLP-+DNase T 41/h B0 JL4L 2 s MPO. NE Fl
cit-H3 & A £ i85 /K F ¥ 8 B & K (P<<0.01),
TREM-1#E H £ X /KFETLH B AL (P>0.05);

CLP-+LR12-scr 2H /s FLU UL 21 b 4% 3 1 #2358 K
ST BARE, 2R G E L (P>0.05).
WIE 3,

151
3
=
5 —_—
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Fig. 3 Electrophoregram (A) and histograms(B—E) of expressions of TREM-1, MPO, NE and cit-H3 proteins in

myocardium tissue of mice in various groups
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