+ 1126 - ERRBEFLE 2024 4E5 A% 45 5% 98 Int J Lab Med,May 2024, Vol. 45,No. 9

Bl EBREXRTREZEME CX3CL1 Apelin-13 5RIE
B X ER TN E

SHIN.ZRES EBRE.LEEM.E FLINAELR K
LAEEHTIEESREARERTA—BR, b AREHE 255400

B E.BH KRG HBEXLT L(PTOA) B hFAWLEF CX3CL1 & 85 W 49 i B -F-13 (Apelin-
IDHEREAKRTF Ao FE X rEIiF0MARRTREG NI, Fixk #®I 202051 A £ 20222 AEEKR
Y 65 6] PTOA &2 AF A XI 2, i I F 41 R Z R AR 09 55 #l Ak a4 e & A A xR 20, i@ it B B% % 9% &
BX 38 (ELISA) #6275 CX3CL1 5 Apelin-13 #9 & A K F, Pearson 48 % M 5 #7 2 7 CX3CL1 5 Apelin-
13 5 XEgirastm kb, 24 K& T4 4E(ROC) ¥ & 5 # CX3CL1 5 Apelin-13 5 PTOA & & s
LWL, % B % Logistic @24 PTOA 22 FMERR M HmA X, FR LxBami, XRkaPaw
BA~F-6(11-6) J& & %45 % R(PCT) A4 C R 2% & (hsCRP) \ IP 7 3R 58 B F-a (TNF-a) \CX3CL1 # & &
KFBEIG, EFALTFEL(P<0.05 ,Apelin-13 89 KA K- F B F T K, £F A%t 3 &L (P<0.05);
Pearson #4082 Mo # 2 7,CX3CL1 5 1L-6.%# % . TNF-a £ E48 % (=0.528.,0. 602.,0. 511, P<C0. 001),
Apelin-13 5 1L-6 2/ 48 % (r = —0. 541, P <C0. 001); % B % Logistic & )2 5 # % & IL-6, % %, TNF-a,
CX3CL1 5 Apelin-13 £ PTOA £ # /e R R &% w E & (P<0.05);ROC & FTEARAUCO 2 *,5 0
& CX3CL1 #= Apelin-13 3 3% 35 47 48 tb , CX3CL1 B 4 Apelin-13 T e R B8 AUC £ K (Zypcxsens =
2.010,P=0. 04457 35 ppein1s =2. 091, P=0.036), £it PTOA #F hiF CX3CL1 LK AKF R F I &, Ape-
lin-13 & X K -F B F % 4K,CX3CL1 5 Apelin-13 2 PTOA e R R8I % B &, = FF A% 0 5T PTOA #
TG FRALF B,

XEFE G EBRET LT £; CX3CLl; Bh@mpr-F-13; ke

DOI:10. 3969/]. issn. 1673-4130. 2024. 09. 020 FEESES:R684.3

XEHS:1673-4130(2024)09-1126-05 MR ARARD A

Correlation and prognostic value of serum CX3CL1,Apelin-13 and inflammatory
markers in patients with traumatic knee osteoarthritis
LYU Xinkai LI Guanglei” ,DUAN Qiangmin sWANG Baopeng »
ZHANG Ping ,SUN Quansheng ,ZHANG Bing
First Department o f OrthopedicssPeople’s Hospital of Linzi District of Zibo
Zibo »Shandong 255400,China
Abstract: Objective To explore the expression levels of serum chemokine CX3CL1 and adipocytokine-13
(Apelin-13) in patients with post-traumatic knee osteoarthritis (PTOA) ,and analyze their correlation with in-
flammatory indicators and prognostic value. Methods A total of 65 patients with PTO diagnosed in the hospi-
tal from January 2020 to February 2022 were selected as the experimental group,while 55 healthy volunteers
who came to the hospital for physical examination were collected as the control group. Enzyme linked immu-
nosorbent assay (ELISA) was drawn to detect the expression levels of serum CX3CL1 and Apelin-13. Pearson
correlation method was applied to analyze the correlation between serum CX3CL1 and Apelin-13 with inflam-
matory markers. Receiver operating characteristic (ROC) curve was applied to analyze the diagnostic value of
CX3CL1 and Apelin-13 for the prognosis of patients with PTOA. Multivariate Logistic regression was applied
to analyze the influencing factors of poor prognosis in patients with PTOA. Results Compared with the con-
trol group,the expression levels of interleukin-6 (IL-6),leptin, procalcitonin (PCT) ,hypersensitive C-reactive
protein (hsCRP) ,tumor necrosis factor-a (TNF-a) and CX3CL1 in the experimental group were obviously in-
creased,and the differences were statistically significant (P <Z0. 05), while the expression level of Apelin-13
was obviously decreased.and the difference was statistically significant (P <C0. 05). Pearson correlation analy-
sis showed that CX3CL1 was obviously positively correlated with 1L.-6,leptin,and TNF-a (+=0.528,0. 602,
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0.511,P<C0.001). There was an obvious negative correlation between Apelin-13 and 11.-6 (+=—0.541,P<<
0.001). Multivariate Logistic regression analysis showed that IL-6, leptin, TNF-a, CX3CL1, and Apelin-13
were the influencing factors for poor prognosis in patients with PTOA (P <C0. 05). The area under the curve
(AUC) showed that,compared to the serum CX3CL1 and Apelin-13 individual indicators, the combination of
CX3CL1 and Apelin-13 had a larger AUC in predicting poor prognosis (Z . mpinstionApein1s — 2. 010, P =10. 044
Z combinationcxscLs — 2. 091, P =0, 036). Conclusion
PTOA is obviously increased,and the expression level of Apelin-13 is obviously reduced,CX3CL1 and Apelin-

The expression level of serum CX3CL1 in patients with

13 are influencing factors for poor prognosis of PTOA,and the combined detection provides assistance for the

prognosis of PTOA.
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PR CBD 35(53. 85) 28(50.91) 0.103  0.748
i 55.46-6.68 54.6246.75 0.683 0.496
IL-6(ng/mL) 17.2645.00  7.02242.21 14.064 <<0.001
3K (pg/L) 18. 2145, 47 6.2242.05 15.361 <<0.001
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WBC(X10°/L) 4.5241.21  4.23%0.69 1.573  0.118
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A+ Tt g SE OR Wald P 95%CI
L6 >15=1,<<15=0 0. 608 0.263 1.836 5.337 0.021 1.096~3.074
R =>17=1,<17=0 0.492 0.233 1.635 4.452 0.035 1.035~2. 581
TNF-« >42=1,<<42=0 0.638 0.306 1.892 4,342 0.037 1.039~3. 446
CX3CL1 >135.04=1,<135.04=0 0. 601 0.253 1.824 5. 644 0.018 1.111~2. 995
Apelin-13 =>19.66=0,<19.66=1 0.629 0.239 1. 876 6.929 0.008 1.174~2.996
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AT s CX3CL1 5 11L-6 .58 2 . TNF-o £ 2 % 1IE 4
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X5 Apelin-13 78 AD WIPERAE . F— 88 K
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M PTOA filJ5 A~ R B2 Wi (8 8 &, Al G828 PTOA
ISR RE S %,

Zi LR, PTOA B#F L1 CX3CL1 ik K
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