- 38 - iﬁﬁllﬁ}%@%%}f% Journal of Clinical Medicine in Practice 2024, 28(21) . 38-42, 47.

Bk & 4E 8238 1 ;5 NLRC3 . ECM1 3%
52MTREEESMERNHEXERR

TRdt, X A5k, 6 K, BB, WADR
(BRI EL T PR B Bt FAEBE R, BEpy 4822, 716000)

 E: B WRWIIRERRE B ML NOD REZ R & CARD 2544387 1 3 (NLRC3) (A4 Ll 1 1 (ECM ) 3Rk
5P E B A E(ARDS) B GHE . ik DEHUMKEERE B 133 191 40 A B 2t i 21, I 30k B ) i) B A A i 5 80 451
PANTIRL , MR IT & ARDS 439 ARDS 41(52 ) FIE ARDS 20 (81 f]) , 5 PG g8 02 FhH 46 00 1, 3 NLRC3 \ECM1
Fik, MWL E Logistic [T 4M T I0E Me R B I1 & ARDS (R 2, RZIE TAERE (ROC) 1128 43 H7 L% NLRC3 |
ECM1 F A5 MR AE % 9 & ARDS [ TINME ., &R 53T HRA LhE, MeaE i 4L 7 NLRC3 R AR 1K, ECM1 Rk Thi, 2
RAGHSEN (P <0.05), 133 il &K % ARDS &4 %K 39. 10% (52/133) . 54k ARDS 41t %, ARDS 41 i 7%
NLRC3 FRikFEAK, ECM1 Rk Thm , 2 A Geit# 8 L (P <0.05) . MeARAE B35 1 ARDS (¥ 20 57 e X 36 1y ) B 4 o 0
VPR PRS0 i FLER TH =5 JECMI Fhisg , ST AR I 3 NLRC3 F+5 (P <0.05) [l NLRC3 \ECM1 F k5 A FU e 85 5
IR ARDS AYhZE T AR 0. 887, K T 1L NLRC3 \ECM1 Fik B i 49 0. 811.,0. 792 (P <0005) , it MeTFAE
MG NLRC3 FIkFEALRI ECM1 £iATHE 591 & ARDS 25 U046, 17 NLRC3 \ECM1 kI HIXIMcEE (R #5 91 & ARDS 45
B B TN

KPR MGEEIE; NOD BESZIRZKR & CARD S5 H3AE 14 35 AL (1 Ly Sk MFIRE 0 25 A1 s sEm &R

HE4Y2E: R459.7; R446; R441.8 SCHKFRERD: A CEHE: 1672-2353(2004)21:038-05  DOI; 10.7619/ jemp. 20242473

Correlations of serum NLRC3 and ECM1 expression with
acute respiratory distress syndrome’in sepsis patients

XING Xiaoyan, LIU Lirui, BAI Long, JI Yanna, HE Xiaolong

( Department of Critical Care Medicine, Yan'dn, Hospital of Traditional Chinese Medicine

in Shaanxi Province, Ydw'an., Shaanxi, 716000 )

Abstract; Objective To investigate the,correlations of serum levels of NOD-like receptor family
CARD domain containing 3 (NLRC3) and “extracellular matrix protein 1 (ECM1) with the develop-
ment of acute respiratory distress syndreme, ("ARDS) in patients with sepsis. Methods A total of
133 patients with sepsis were enrolled/in sepsis group, and 80 healthy individuals during the same pe-
riod were included in control grotips, The"Sepsis group was further divided into ARDS group (52 cases)
and non-ARDS group (81 cases) based on the presence or absence of ARDS. Serum levels of NLRC3
and ECMI expression were measured using enzyme-linked immunosorbent assays ( ELISA). Multivari-
ate Logistic regression analysisiwas used to identify factors associated with the development of ARDS in
sepsis patients. Receiver{operating characteristic (ROC) curve analysis was performed to evaluate the
predictive value of seraim,NLRC3 and ECM1 levels for ARDS in sepsis patients. Results Compared
with the control group ;uthe sepsis group had significantly lower serum NLRC3 level and higher ECM1
level (P <0.05)". Thefincidence of ARDS in the 133 sepsis patients was 39.10% (52/133). Com-
pared with the mon-ARDS group, the ARDS group had significantly lower serum NLRC3 level and
higher EEMT1 Teyel (P <0.05). Independent risk factors for the development of ARDS in sepsis pa-

tients were inéreased Sequential Organ Failure Assessment (SOFA) score, elevated blood lactate level
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and increased ECMI level, while increased NLRC3 level was an independent protective factor (P <

0.05). The area under the curve for the combined prediction of serum NLRC3 and ECMI1 expres-

sion in sepsis patients with ARDS was 0. 887, which was greater than 0. 811 and 0. 792 predicted by
serum NLRC3 and ECM1 expression alone (P <0.05). Conclusion Decreased serum NLRC3 lev-

el and increased ECM1 level are closely associated with the development of ARDS in sepsis patients.

The combined assessment of serum NLRC3 and ECM1 level has a high predictive value for ARDS in

sepsis patients.

Key words: sepsis; NOD-like receptor family CARD domain containing 3 ; extracellular ma-

trix protein 1; acute respiratory distress syndrome; risk factors
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