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Abstract: Objective To investigate the therapeutic effect and mechanism of intramyocardial transplanta-
tion of integrin-linked kinase (ILLK)-overexpressing mesenchymal stem cells (MSCs) on ventricular remode-
ling after myocardial infarction. Methods A total of 80 Sprague-Dawley (SD) rats were randomly divided into
eight groups,with 10 rats in each group. After 45 min of ischemia and 2 h of reperfusion,rats were assigned to
eight groups. Group A received an intracardiac injection of 200 pl. phosphate-buffered saline (PBS). Group B
received an injection of MSCs suspended in PBS. Groups C and G were administered MSCs transfected with
ILK-overexpressing vectors. Group D received MSCs transfected with ILLK knockdown vectors. Groups E and
H were treated with MSCs co-transfected with ILK-overexpressing vectors and LncTCF7 shRNA vectors,
while Group F was injected with MSCs co-transfected with ILK knockdown vectors and LncTCF7 shRNA vec-
tors. Groups G and H were injected with 2 pl. of TCZ in the left superior cervical ganglion. At the fourth week
after intervention, cardiac function and hemodynamic parameters were assessed using echocardiography and
cardiac catheterization. Myocardial tissues were subjected to hematoxylin and eosin (HE) staining and Mas-
son's trichrome staining to evaluate myocardial injury and collagen deposition. Immunohistochemistry was
performed to detect the expression levels of proliferating cell nuclear antigen (PCNA) and platelet endothelial
cell adhesion molecule-1 (CD31). Myocyte apoptosis was examined using the TUNEL assay. The expression
level of LncTCFE7 in myocardial tissue was quantified by real-time fluorescence quantitative PCR (RT-PCR).
Western blot analysis was conducted to determine the protein expression levels of interleukin-6 (IL.-6),Janus
kinase 2 (JAK2) ,signal transducer and activator of transcription 3 (STAT3),transcription factor 7 (TCF7),
Wnt family member 7a (Wnt7a) and B-catenin in myocardial tissue. Results After excluding rats that died
during modeling or intervention,the final number of surviving rats was 9 in Groups A,F and G; 8 in Groups
B,D,E and H; and 7 in Group C. Compared with Group A,left ventricular ejection fraction (LVEF),left ven-
tricular fractional shortening (LVFS) ,positive expression rates of PCNA and CD31,LncTCF7 mRNA expres-
sion level,1L-6, TCF7, Wnt7a and B-catenin protein expression levels,as well as the ratios of p-JAK2/JAK2
and p-STAT3/STAT3 were significantly increased in Groups B and C, with all differences being statistically
significant (P<C0. 05). In contrast,left ventricular end-diastolic diameter (LVEDD) ,right ventricular systolic
pressure (RVSP),right ventricular end-diastolic pressure (RVEDP) , maximum rate of rise of right ventricular
pressure (RV-+dp/dtmax),absolute value of maximum rate of decline of right ventricular pressure (| RV —
dp/dtmax|) and the apoptosis rate were significantly decreased in these groups (P <C0. 05). LVEDD,RVSP,
RVEDP and |RV—dp/dtmax| in Group D were reduced, while TCF7 protein expression level was elevated,
with all differences reaching statistical significance (P <C0. 05). LVFS and TCF7 protein expression level in
Group E were significantly lower than those in Group A,and the PCNA-positive rate was significantly lower
than that in Groups B and D, with all differences being statistically significant (P <Z0. 05). LVEF,RVSP in
Group F were significantly reduced compared with Group A (P <C0. 05). The positive rates of PCNA and
CD31 were significantly lower than those in Groups B and C. LncTCF7 mRNA expression level, IL-6 and
TCF7 protein expression levels,as well as the p-JAK2/JAK2, were also decreased compared with Group A,
whereas the apoptosis rate was significantly higher than that in Groups B,E,and G,with all differences being
statistically significant (P<C0.05). LVFS and 1L.-6, TCF7, Wnt7a,-catenin protein expression levels in Group
G were significantly lower than those in Group A. However, LncTCF7 mRNA expression level was signifi-
cantly higher than that in Groups A,D,E,F and H, with all differences being statistically significant (P <<
0. 05). Cardiac function parameters, the PCNA-positive rate, LncTCF7 mRNA expression level, IL.-6, TCF7
protein expression levels and p-STAT3/STATS3 ratio in Group C were superior to all other groups (P<C
0. 05). Cardiac function indices and PCNA/CD31-positive rates in Group H were markedly decreased (P <C
0. 05) ,while the apoptosis rate was significantly increased (P <C0. 05). In addition, LncTCF7 mRNA expres-
sion level, I1.-6, TCF7, Wnt7a, B-catenin protein expression levels were significantly lower than those in all
other groups (P <C0. 05). Conclusion Transplantation of ILK-overexpressing MSCs may improve ventricular
remodeling by activating the 11.-6/STAT3 signaling axis and upregulating the downstream LncTCF7/TCF7-
Wnt pathway.

Key words: myocardial infarction; integrin-linked kinase; mesenchymal stem cells; cell transplanta-

tion; ventricular remodeling; long non-coding RNA transcription factor 7



+ 1568 - A RS 50 R 2025 45 6 Al % 22 %% 11 #1  Lab Med Clin, June 2025, Vol. 22,No. 11

Pa AR 3H L 4 Bk JIUBE 5E 1 % 9 R A e B Y L%
i AN AN A5 0 JUE 1 0 4 R AT K T R L R B R T 0
o3 3 0y R O I ARE 1 & A RV . PR, 3R 0
TR IT ARG LU RO = A RO IE D R B A
I TS 2 S, 8] 78 5T 4 i (MSCs) [ B A £ 1) 43 1k T
. A 30 BB AE S DL R A BB A b Y S R Y AR
FH R IE T O WURE BE 5 O JULHR 105 0 & 8 Br 2 —
A ARIEFR . MSCs B 48 1T 5k 2 B AR O JILAE B8 /)N BRUAY O
JULEH B 98 T %%, 48 /N4 B TR B, o535 0 U &1 4 Ak A0
g™ . MSCs B T 2 1A 7 20k O URE BT A 1 7
JPVE . SR, MSCs 1 P4 #% R I R 9 #1394 55 & 2% HLAF
TR BRSO Ry A2 B, R L 5 MSCs
() A 3 PR R T RCR B R B ST R T . I AR
e BRI R (TLKO BB A 20 L B4 5 L 4 Ak 32 RS L
PR AR SR T e, ILK s
YRR A R S N 2 5 S 4 T R A AR A
5 40 i A1 58 5 5 A0 AR B B 0 L DN T A A LS S B
SR R A T & AR A DA Y AR R 4 R
FESERR ML ILK i {2 #F MSCs 1736 A1 [ 3 0 5 .
A REAE VAT e I O JUE 5 O i A e AT
AW IR ER T T ot 3k ILK 4 MSCs Bl %0 LA
BY 5 o 55 T AR 1) A0 1 ) R G EL ARV R AL o B0 4 3
wr.
1 #ER5HE
1.1 #k  SPF 2% SD KR 80 H,8 i, & i &
(220410) g, Mg F At 50 4k 38 F] 42 5255 5 W) B R A BR A
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WHSGIFE X (P<0.05), 5 AHHLK.B.CH
LVEF.LVFS J} &, LVEDD,RVSP,RVEDP, RV +
dp/dtmax. | RV — dp/dtmax | [ 1k, F 44 LVEF.
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RVSP.RVEDP. | RV —dp/dtmax | FE{&, 25 A5 FERE R AE 40 i 35 0 A 27 4 4k, i A7 5 B L B 2F 4
PR (P<<0.05), CHKWIR RS HAMA B, A A O WAL RS | LER 4 W 2805 B0 1L K 27
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HIR L ZEFHAGITFE L (P<<0.05), W& 1, Je g5 R W oR A R] LR R 0 g € 10 I D 2T 2 T
2.2 REUOCMAZIREUE HE ROSRER, A BLUHRSAL O L O AR . W
AR WUH LT WA REEH 2L, L e . B | 1.2,

x1 FBHEXR O I MR N FIEIRL B (7 L5)

a5 LVEF LVFS LVEDD RVSP RVEDP RV-+dp/ dtmax |RV—dp/ dtmax|
Z n

€0 ) (mm) (mmHg) (mmHg) (mmHg/s) (mmHg/s)
A% 9 46.62E5. 2 24,5542, 52 7.60=0. 28 74, 669, 34 17.3744.20 2 581.12+316.18 2 475.00337. 27
B4 8  62.06%6.72° 32.8044. 56" 6. 910, 36* 60. 127, 70" 13.6741.59™ 2007944389, 13" 1 712. 884565, 77
c# 7 74,2748, 407 50, 5247. 00°” 6. 2740, 41" 47,2849, 10" 11.88+2. 34™ 1440,514-379.04" 1 055. 68417, 52"
D4l 8  51.21+5091" 27.2242.49° 7.0340. 40° 58,207, 04% 15.1942.05* 2197.564371.65° 2 056, 754376, 47
E4l 8 45,3545, 10" 20,0743, 224 7. 8340, 59™¢ 75.01410. 15" 18,1041, 94" 2 801.56571. 91" 2 546. 364-385. 96™
F# 9 37. 055, 49 22,4841, 64™¢ 7.6240, 27> 64. 4047, 61° 16.38£2.13° 2 637.28+387. 30" 2 358, 744388, 11™*
G4l 9 44.6546.36"" 19,1342, g5 7.78-0, 34> 77. 3848, 43! 19,432,607 2 891.804589. 15" 2 623. 434342, 25"

HZ4 8 30,205 07"% 156941, 38" g 2540, 20™ e g6 097, 52k 93 3742 350l 3247 584-86. 63 3 101, 104433, 45

F 39.976 73.654 21.433 17.314 15. 044 12.372 18. 394

P <20.001 <0.001 <20.001 <20.001 <20.001 <0.001 <20.001

W5 AHILE,. P<<0.05: 5 BAILE,"P<<0.05:5 C 4l L&, P<<0.05; 5 DAL ILHE ., P<<0.05; 5 E 4 4. P<<0.05: 5 F 41 [lL &,
'P<<0.05; 5 G 4l 1L#,#P<0. 05,

2 KEROALALE Masson (400X )
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2.3 KEOM4LZ PCNA.CD31 MR i Rz
UL F Y 55 R WK, C 4] PCNA FEIPER 5 T HA
HH(P<0.05),CD31 M *: &+ A.F.G.H 41
(P<<0.05); H 21 PCNA .CD31 FIPERE T H4 %
41 (P<C0.05);F 41 PCNA.CD31 FHIEHME T B.C 41
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0.05), W% 2,
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21 51 n PCNA CD31
A 9 0.1740.06 0.35-+0.10
B4 8 0.2340.04° 0.394+0.07°
cH 7 0.2940. 05" 0.42=40. 06"
D4 8 0.202£0.05° 0.37+£0.06
E 4 8 0.15+0. 04" 0.3640.09
F 4 9 0.19+0.06" 0.3140. 05"
G4 9 0.14=40. 03" 0.32240.05"
H 41 8 0. 1040, p3ebedcle 0. 2340, 05Pedele
F 11.993 5.549

P <0. 001 <0.001

H5 A, P<0.05;5 BAILE,"P<<0.05; 5 C4llt
.,°P<<0.05; 5 DA HE.'P<0.05;5 E4E.P<0.05; 5 F4
e, P<<0.05; 5 G 4% .5 P<<0. 05,

2.4 REONMAHRBM TR TUNEL S5 45
RE A, A~H 440 M98 T F 5 5y (42, 37 £
11.34) %, (35. 78 = 7. 51) %, (23. 50 = 6. 20) % .
(40.944 8. 44)% ., (37. 38 £ 7. 91) %, (52. 44 £
8.48) % .(33.72+4.33) % .(51. 5944, 52) % . 4[]

EREG ¥ E L (F=11.934,P<C0.05), C 44
JHL 3 T A T A & 2H (P <<0. 05) , B C ZH 41 il J 7=
FRAET A4 (P<0.05,F.HAMBPMTRE T B,
E.G 44 (P<0.05),

2.5 KEOWAHAL LocTCF7 B mRNA ik K 1
% RT-PCR&HW/R.A~H 4 LncTCF7 # mR-
NA K KFE4r 918 1,00 £ 0. 04,2, 02+ 0. 16,
3.4240.34,1. 26 0. 09.1. 50 £0. 24.,0. 84 0. 06,
1.984+0.17,0.35+0. 14, A 2 R A G %5 X
(F=224.655,P<C0.05), C#4 LncTCF7 mRNA #%
PKIK - f s (P <<0. 05) , H 4 % ik (P <<0. 05) ,B.G 41
LncTCF7 mRNA £k /K FmF AD.E.F.H 4
(P<<0.05),F /KT A 4 (P<<0.05),

2.6 REUDUAHL 1L-6/STATS R A £ kK
3 Western blot SZ 6 45 B /s, 45 4H 11-6/
STAT3 fiAH X [ R B AT, 2 586 5012
HU(P<0.05)., 5 A HHE.B.CHM IL-6,
TCF7,Wnt7a,B-catenin & [ % ik K F K 8 2 1k (p)-
JAK2/JAK2, p-STAT3/STAT3 ¥ B EF & (P<
0.05),D 4 TCF7 # £k /K FFtm (P<<0. 05, E,
F 241 TCF7 3R B KPR (P<<0. 05),F 41 1L-6
HEHFIBAKFE pJAK2/JAK2 FEMK (P <<0. 05),G.H
4] 1L-6, TCF7 ., Wnt7a, B-catenin 75 [ % i& 7K F R A%
H H 4T HAKHP<0.05), CH4H IL-6,TCF7
FHFIEAKTE & pSTAT3/STATS & T HA K A
(P<C0.05), W3 3.

*®3 KRODAMAR IL-6/STAT3 HHXEAREKFLLE (2 L5)

25 ) n 1L-6 pJAK2/JAK2 p-STAT3/STATS3 TCF7 Wnt7a B-catenin

A4l 9 0.5540. 06 0.46-0. 10 0.66=+0. 0.37-+0.08 0.52-0.13 0.6540.10
B4 8 0.67+0. 13" 0.59=40.11° 0.90=+0. 0.80=+0. 15" 0.7240.14" 0.76=+0.10°
c4l 7 0.84+0.10™ 0.64-40. 09" 1.58+0. 22 0.994+0.19" 0.86+0.17" 0.84+0.13"
D4 8 0.62+0.07¢ 0.53+0.08° 0.7740.11" 0.534+0.05" 0.54+0.08"™ 0.784+0.08"

E 4] 8 0.56=40.07" 0.544+0.09° 0.81+0. 0. 23240, 04 0.46=+0.12" 0.6340. 09"
F4 9 0.3940. 05 0.27-40. 06 0. 4340, 10 0.290, 05 0. 360, 06" 0.71+0.11°
G4 9 0.424+0. 05 0. 4540, 10" 0.5840. 12bd 0.2240. 03 0. 4040, 08 0. 4140, 10!
H %41 8 0.26=40. 06" 0, 3140, 05" 0. 3320, 040edex 0.17=0, 03 0.1820. 04 0 2940, o7l
F 43.108 17. 928 67.257 82.185 29. 232 30. 049

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

. A G, P<<0.05; 5 BAHE,"P<<0.05;5 C 4l lLE,°P<<0.05: 5 DA ILE ., P<<0.05: 5 E 4 4 ,°P<C0.05: 5 F 41 L&,

'P<C0.05;5 G 4 IL# .5 P<C0. 05,

3o @
MISCs A4S 43 4 WL 0 1L 149 42 20 . A
T 50 JULRE B i 0 388 P96 4 0 52 010 40 0 B B

WU M5 0 T8 L 54300 22 2 TR T O e 40
T WLZF Sl B eSS LR BE I
SO I W T 0 2 T A LB L TLK
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W 5SS R KM EAER 2 5 R
20 B A 6 R L e A 2 AR R DY L ILK
T TR Ut 585 B 1A A B R DX s 1) 4 it 49 L S A% RN
I A bk R 2 AR R R B A e T
ok A S 17 BRI B T Y L B R R RR L o Rk
TLK AT U E T 40 i 184 5 i 4 43k . 5 o8 LI
WedE S REN . VR A R A ST IE S0t 0k TLK Al 4R
F+ MSCs FE3E S fn [ BB e H . AT &L
2553 MSCs 83t # ik 1LK + MSCs # # #9 K B0 2
RE O W I 9 ) g 25 48 B O LA U0 BE AR 45 DA B0
WU 2 B 27 A U AR 3 A5 B T 3 s, Hoad Rk
ILK-+MSCs i J7 1Y o4 38 2808 3043, i m fIk ILK 4%
TR — g R G AR MSCs B A0 T Wisk . Bk 4h
RERWY MSCs LB R GE T 5 ILK Rk K FAEHE
Y)W, 3 F ik ILK + MSCs # M G 45 4 203 ) 0
ST 2R O I R 0 4 RN ET 5K D) BE L RS (N BE 18 38 1T
Vi 4 40 A0 R T O LT 4 AL 8 AT fE S o T8 4 48
iE SN o 3 — 20 R O LB A . A, AR ISR A5 2R
7. C 20 WL 2L H PCNA L CD31 BH M 2% 58 w5, i I
Fik ILK A3 2] 7 A B S B g L, R 0 ad R Gk
ILK+MSCs B8 n i 180 UL 20 A 38 5 Aincs L 4H 21
I A B AR HEO B &, g o L g, X TR S
1 FIA ILK 858 7 MSCs 5 40 M &b & 5 A 6 BT
AT 3 MSCs 77 375 F1H8 58 A 6

IL-6/STAT3 i)z 2 5 4 i ) i . 44 M 3% 5
O3 A B A S 22 Bl A RGBT RE . TL-6 5 40 Al A
Y 1L-6 Z R KRR A 130 45 & R T s 5 5 5
EAEY BTG JAK R A 130 BiRfLIF 5 STATS
CEA IR W T OGN WU N &
BB = 11-6 W] A2 0w O L B3k ot P 8 3 2 475 . T 41
IL-6 AT A HE.C WLER 4P 4 T SR I STAT3 410 il 551 1 i
[ B S 7 1 A N = W S R A 1 = A 1 R 7S N U O
6/STAT3 #iZ 5.0 N4 & it # . LncTCE7 J&
— AR EEAE GRS RNA, TCF7 2 H 4 f i 4% 5 I 7 %
R B Lne TCF7 A7 TCF7 ik, MM IE Wnt
55 . 25 98 7 40 M8 5L o Ak S AT,
WANG 25U L3 Lnc TCF7 A 0T% Wt {5 538 B ik
I3 5 TF 6 20 M F FROTE R A T 40 M R M, B OR
LncTCF7 W RXK e S TH M DI gEMH ¢, (H H
HiA 6 Z BFFEUESE Lonc TCE7/ TCF7 Sl 78 O JILIE 3E 955
5 VR . BRAERI ST B, 76 JF 968 40 i b T1L-6
i 1 PG STATS 5% B Lnc TCF7 B 3235 K L 1
HAR STAT3 AJ BEAR LocTCF7 33k K 10, #R
IL-6/STAT3 #liv] G H A7 A 4% LncTCF7 WEM . &
WL, TCZ Al ¥ % i 3k ILK+ MSCs # 4
Xof 0 WU ZE K BRI 38 /E T 7R IR 3k TLK + MSCs
AR S PIH) 1L-6/STATS Hli iy BE i - UT#K Lnc TCF7

A HE— 25 ) R RO URE B 119 5 B 45 495 , 2 B TLK T
BEE 4 1L-6/STAT3 #h K EAVEH . Western blot
ST AERAESE T ILK XF 1L-6/STATS %l it i 42 4 1
it 3 TLK 33 #06 11-6/STATS fill . 3/ TCF7 %
HF e Wnt7a, B-catenin 25 [ & 35 K F, 17 0 K
LncTCE7 W #0461 7 LK A4 98 32 /8 . 6 0 i %k
ILK+MSCs # # 7] fig i o 98 4% 1L-6/STAT3 fill,
MAEH T R ilf Lnc TCF7/TCF7 il > & 48 00 38 .0 JILAE
B JE L= AR .

25 bRk b 3k ILK 4 MSCs # 48 7l fig 38 1 4
# IL-6/STAT3 #l, # 1/ 1l T F if LncTCF7/
TCF7 Hfik & 45 s O RS 5.0 = HAWIEH . K
K MSCs B AR IT A B O LR BE 8 35 .0 & H A
T REEFE, ARAIATE—E AR, KAEUEY]
HAbfF SR ERS S T iRk ILK+MSCs B #£
OB G B 2 it 7 B K i — 2 %35 MSCs B
AT 1% W PR I FH ) 22 4 Pk RS e 1k

&% ik
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BEMK BALF B TLR4 sTREM-1.11.-17A I11.-8
KEEFHMMERNXRE

EMHHEOFLVREAEL R HLE OB FaF W omo
1. #6 E T AR ERAEIEA, HILH R 43830052, #3628 Rk 7 A K E RIGR %% 4,
I F R 438300;3. HIA B XX TH = EEFA. H KX 430060

W OE.Bf HTEEMEEE A K& (BALF) ¥ Toll # %4k 4 (TLR4) , 7T 7 M 86 4 20 Je ik &%
#H-1(sTREM-1) . & @ e Z-17TA(L-17A) . a @ e i Z-8(IL-8) K-F 57 & fe G X 2. FHiEk @& 2022
F 2 AE 202442 AHAHEBRIBTARERIK S 100 4 T £ B HAAIEKLE,KER B T3k 4 ok
TARERL G0 124 Bl L@ M K B E AR, LEV A %% BALF, £ A B3 % 5 R WX a0 2 20 %
# BALF ¥ TLR4.sTREM-1,1L-17A & IL-8 KF, BRBEE T A RE TREM X B X0 A A KM LA R

AR FEIZRERRLIFES I (APACHEI #0) ¥ X B oA L4 A EARETREHLE

fgw\rm 28 d W AAH L KA o A A FURIL T, /\#ﬁi;ﬁﬂﬁm % BALF ¥ TLR4.sTREM-1.IL-17A.
IL-8 &-F5 APACHEI #F %89 48 % 1, ziﬁl ZRH TAEHFAE(ROC) W & 384 £ 2 AF £ 3 % BALF ¥ TLR4,
sTREM-1.IL-17A % IL-8 FAM TS ea 18, R  WE 4 BALF  TLR4.sTREM-1.1L-17A & IL-8 K -F 3
BT (P<0.05), 3EEELH 54 4 /éﬁéﬂ 46 %), m T4 %% BALF P TLR4,.sTREM-1.1L-17A & IL-
SAKFHGHTELEM(P<0.05), H AL 566, LAk 44 #), L zk4n %% BALF # TLR4.sTREM-1,IL-
17A ZIL-8 RT3 3 T A ZM(P<0.05), 100 ¥l Em i £ B H NI 28 d 4512 3 41, A 97 41 B H A 2 &
FEHFE L PRTHI0HF.HFLTH, TABEFETREREY £ACY) LRy oA KT HF4(P<0.05),
RAERB KA EZHE ST AEEAP<0.05, &4 BALF ¥ TLR4.sTREM-1.1L-17A & IL-8 K3
BT AFEM(P<0.05), EmAM X EHZ BALF ¥ TLR4,sTREM-1,1L-17A % 1L-8 &K -F %5 APACHEIl i % 3
2 EMX(r=0.312,0.343.,0.331.,0.306,3% P<C0.05), EmM X &F BALF ¥ TLR4.sTREM-1,IL-17A &
11-8 # pk B B A TN )G g & T aARAUC) H R KL PRASEM 69 AUC & K, B 983844 0. 788 B,
MEREMKEEFH T AUC A 0.875, A EH 96.67% .4 F E 4 82.09% ., & FTEM X B F BALF +
TLR4 . sTREM-1.1L-17A 2 11-8 K-F4 &, B3 TAHE 3345 T il KR = A2 E 97 B TRM FRE 69 A 245 4% .

KR FamAM K MAERR; TollHxik4; THEHRBHMBMAZTIK-1;, A@ENSF-1TA;
B 4 JL A %-8

FE%ESES R563. 1;R446. 1 XK FRERD A NEHS:1672-9455(2025)11-1573-07

Association of TLR4,sTREM-1,IL-17A and IL-8 levels in bronchoalveolar lavage
fluid with treatment efficacy and prognosis in severe pneumonia”
WANG Binjie' \/CHEN Dan',DENG Shixin',XIONG Li* ,\WANG Du® ,FANG Hongyu®,HU Li'*
1. Department of Laboratory Medicine sMacheng People’s Hospital s Huanggang s Hubei
438300 ,China ;2. Department of Rheumatology and Immunology ,Macheng People’s
Hospital s Huanggang s Hubei 438300 ,China ;3. Department of Orthopedics ,Wuhan
Third Hospital sWuhan s Hubei 430060,China

Abstract:Objective To investigate the association of Toll-like receptor 4 (TLR4),soluble triggering re-
ceptor expressed on myeloid cells-1 (sTREM-1),interleukin-17A (IL.-17A) and interleukin-8 (IL-8) levels in
bronchoalveolar lavage fluid (BALF) with treatment efficacy and prognosis in patients with severe pneumoni-
a. Methods A total of 100 patients with severe pneumonia admitted to Macheng People’s Hospital from Feb-
ruary 2022 to February 2024 were enrolled as the observation group. Additionally, 124 patients with general
pneumonia treated during the same period were included as the control group. BALF samples were collected

from all patients,and the levels of TLR4,sTREM-1,11.-17A and 11.-8 were measured using enzyme-linked im-

x  HEBE. Wb T AEFES R SRPF H (WJ2019F005) ; #1464 i 1 BE 2 BRI H (WX20D11)
EEE A T B8 AR, TSR ELWE MK, © BEEE,E-mail:364645239@qq. com,



