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ABSTRACT Objective: To investigate the correlation between serum interleukin-16 (IL-16), CC chemokine ligand 27 (CCL27) and
TNF-related apoptosis-inducing ligand (TRAIL) and the severity of multiple sclerosis and its predictive value, and to provide theoretical
basis for the diagnosis of MS. Methods: A total of 72 patients with multiple sclerosis admitted to our hospital from January 2018 to Octo-
ber 2022 were selected as the study objects. According to the severity of symptoms, they were divided into acute attack period (n=40) and
remission period (n=32), and 65 healthy volunteers who underwent physical examination in our hospital during the same period were se-
lected as the control group. Serum levels of IL-16, CCL27 and TRAIL were determined by enzyme-linked immunosorbent assay
(ELISA). Spearman correlation was used to analyze the correlation between serum IL-16, CCL27 and TRAIL levels and the severity of
multiple sclerosis, and receiver characteristic curve (ROC) was drawn to analyze the predictive value of serum IL-16, CCL27 and TRAIL
levels on the severity of multiple sclerosis. Results: The levels of IL-16, CCL27 and TRAIL in the study group were higher than those in
the control group (P<0.05). The levels of IL-16, CCL27 and TRAIL in patients with acute attack period were higher than those in remis-
sion period (P<0.05). Spearman correlation analysis showed that serum IL-16, CCL27 and TRAIL levels were positively correlated with
the severity of multiple sclerosis (r=0.436, 0.461, 0.447, P<0.05). ROC curve analysis showed that the area under the curve (AUC) of
serum IL-16, CCL27 and TRAIL combined to predict the severity of multiple sclerosis was 0.939, which was significantly better than that
evaluated by each indicator alone. Conclusion: Serum IL-16, CCL27 and TRAIL levels are closely related to the occurrence and develop-
ment of multiple sclerosis. Early detection of serum IL-16, CCL27 and TRAIL levels has a certain predictive value for multiple sclerosis,
and the combined prediction value is higher.
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Table 1 Comparison of serum IL-16, CCL27 and TRAIL levels between the two groups(xt s)

Groups IL-16(pg/mL) CCL27(pg/mL) TRAIL(pg/mL)
Study group(n=72) 129.63% 28.34 2523.44+ 511.47 78.26% 17.07
Control group(n=65) 81.94+ 21.23 1071.67+ 228.35 70.19+ 14.03
t value 11.052 21.062 3.004
P value 0.000 0.000 0.003

22 ARFEBREES X EE/LEEMF IL-16,CCL27, TRAIL
KL%

AV RAE 2 R R LT 1L-16 CCL27 TRAIL 7k
AT THA I # (P<0.05). W 2.
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Table 2 Comparison of serum levels of IL-16, CCL27 and TRAIL in multiple sclerosis patients with different disease degrees(x* s)

Groups IL-16( pg/mL) CCL27(pg/mL) TRAIL(pg/mL)
Acute attack period(n=40) 135.87+ 17.23 2681.01+ 202.63 85.37+ 17.08
Remission period(n=32) 121.83% 15.27 2326.48+ 211.47 69.37+ 14.05
t value 3.612 7.236 4.267
P value 0.001 0.010 0.000
2.3 Mm% IL-16,CCL27 . TRAIL kK F 5 S L A BERFIFT EREMNEXESHT
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Table 3 Correlation analysis between serum IL-16, CCL27, TRAIL levels and the severity of multiple sclerosis patients

Independent variable r value P value
IL-16 0.436 <0.05
CCL27 0.461 <0.05
TRAIL 0.447 <0.05

2.4 i IL-16,CCL27, TRAIL 7k 3 & & 4B B EFIE T
EREEMIMENE

ROC &/t 7R , Mg IL-16 . CCL27 \ TRAIL /KBl
it 22 & MRE AL B IS T SRR B — 2 R TR,
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Table 4 Value of serum IL-16, CCL27 and TRAIL levels in evaluating the severity of multiple sclerosis patients

Asymptotic 95% confidence

Independent Standard Sensitivity ~ Specificity .
AUC Threshold ~ Jorden index interval
variable error (%) (%)
Lower limit ~ Upper limit
IL-16 0.737 136.21 pg/mL 0.38 0.058 P<0.001 47.50 90.62 0.620 0.834
CCL27 0916 2558.28 pg/mL 0.72 0.031 P<0.001 75.00 96.87 0.827 0.969
TRAIL 0.789 71.91 pg/mL 0.51 0.054 P<0.001 72.50 78.12 0.677 0.876
Combined
. 0.939 0.025 P<0.001 80.00 93.75 0.857 0.982
detection
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Fig.1 ROC curve of serum IL-16, CCL27 and TRAIL levels in evaluating

the severity of multiple sclerosis patients
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