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ABSTRACT Objective: To investigate the correlation analysis of serum S100 calcium-binding protein (S100) A2 and S100A12 and
inflammatory factors in active ulcerative colitis (UC) and their predictive value for recurrence. Methods: 102 active UC patients who
were admitted to our hospital from January 2019 to January 2021 were selected as active stage group, patients were divided into recur-
rence group and non-recurrence group according to whether recurrence after 2 year, another 50 remission stage UC patients who came to
the hospital for follow-up during the same period were selected as remission stage group, 50 healthy individuals undergoing physical
examination were selected as control group. The levels of serum S100A2, S100A12 and inflammatory factors [C-reactive protein (CRP),
interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a)] were detected and compared among three groups. The correlation between serum
S100A2, S100A12 and inflammatory factors in active UC patients were analyzed by Pearson/Spearman correlation, the influencing fac-
tors of recurrence of active UC were analyzed by univariate and multivariate Logistic regression analysis, the predictive value of serum
S100A2 and S100A12 levels on the recurrence of active UC were analyzed by receiver operating characteristic curve. Results: The levels
of serum S100A2, SI00A 12, CRP, IL-6 and TNF-« in control group, remission stage group and active stage group increased in turn (P<0.05).
The serum levels of SI00A2 and S100A12 in active UC patients were positively correlated with the levels of CRP, IL-6 and TNF-« (all
P<0.001). Follow up for 2 year, the recurrence rate of 102 active UC patients was 56.86% (58/102). Single factor analysis shows that,
the severity of disease, CRP, IL-6, TNF-a, SI00A2 and S100A12 were the influencing factors of recurrence in active UC patients(P<0.05).
Multivariate Logistic regression analysis showed that, the severity of the disease was severe and the increase of CRP, IL-6, TNF-q,

S100A2 and S100A12 were independent risk factors of recurrence in active UC patients (P<0.05). The areas under the curve of serum
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S100 A2 and S100 A12 levels alone and in combination for predicting the recurrence of active UC were 0.782, 0.784 and 0.876 respec-

tively, the predictive value of the combination of the two indicators in predicting the recurrence of active UC patients was greater than

that of each indicator alone. Conclusion: Serum S100 A2 and S100 A12 are closely relate to the levels of inflammatory factors and recur-

rence active UC patients, and combination of serum S100A2 and S100A12 has a high value in predicting the recurrence of active UC

patients.
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H 50, 26 R P L3¢ LSD 5} U A3y, DL 58 M(Pos,Prs) 7K 5
Wi UC B 1L S100A2 S100A12 5 48 AE K 7K - B AH
MR ] Pearson/Spearman AR ICHESMT 1 8 UC & & 15
M PRI 2 R TR IR R S Z2 R &R Logistic [71H 4347 5 1fiL7% S100A2
S100A12 7KF-XJ 16 sl UC & & 1Y B AN (R I 5210 TAE
$F1E (receiver operating characteristic, ROC) i1 & 43 #7 ; P<<0.05
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2.1 Z4H1M5E S100A2,.S100A12 FIHfiE E Fk F L
XF B GBI TG S 2H 17 S100A2 S100A12 CRP,
IL-6 \ TNF-o /KPR T (P<<0.05) . WLk 1.

# 1 =481 S100A2,S100A12 FE B F oK FE LB [xt s, M(Pys,Ps5)]
Table 1 Comparison of serum SI00A2, S100A12 and inflammatory factors in three groups[xx s, M(Pss,Pss)]

Groups n S100A2(ng/mL)  S100A12(ng/mL) CRP(mg/L) IL-6(ng/L) TNF-a(ng/L)
‘ 12.78 46.44 68.02
Active stage group 102 13.00+ 1.83** 30.20% 4.61**
(10.08,16.25 )** (37.92,55.16 )** (63.98,72.39 )**
27.36
Remission stage group 50 5.10+ 1.02* 9.35(7.21,10.56)*  8.87(6.94,11.05)* 15.51+ 3.62*
(19.65,27.36 )*
18.75
Control group 50 3.11% 0.40 4.70(3.95,5.60) 3.99(2.97,4.69) 9.64% 2.60
(15.79,20.16)
F/H - 1021.424 157.546 157.546 527.419 156.272
P - <0.001 <0.001 <0.001 <0.001 <0.001

Note: Compare with control group, *P<<0.05; Compare with remission stage group, “P<<0.05.

2.2 iEzhER UC BE M7 SI00A2,.S100A12 5#GEREFKEH
P

Pearson/Spearman F{ &1 R, 1630 UC B 1L
S100A2 . S100A12 5 CRP IL-6  TNF-q 7K -3 52 A3 (/s =
0.671.0.672.0.705.0.697 ,0.688 .0.727, P #4<<0.001 ) ,
2.3 {EEH UC EXMBEERESH

RiDT 2 48, ToRVR, 102 BTG UC Bk 58 4
(BEMH), 55 F N 56.86%(58/102) , PP ZAHr B, HidLR
175 /™ 8 F2 Bf .CRP . IL-6 , TNF-ot \S100A2 S100A12 [A5A45 2%
(P<<0.05), PRZE M5 AR A4 BTHE B0 2 I AR o A8
AL £ (P>0.05), L2,

*®2 @ UC ERMBAFERSIN

Table 2 Single factor analysis of recurrence of active UC

Factor Recurrence group(n=58) Non-recurrence group(n=44) XNz P
Gender [n (%)]
Male 30(51.72) 26(59.09) 0.548 0.459
Female 28(48.28) 18(40.91)
Age(year, xx s) 41.12+ 7.37 39.40+ 7.23 1.177 0.242
Body mass index(kg/m? x£ s) 22.45+ 1.69 22,11+ 1.81 0.982 0.328
course of disease [year, M( Pys,Pss )] 3.50(3.00,4.00) 3.00(3.00,4.00) 0.196 0.844
Smoke [n (%)] 18(31.03) 13(29.55) 0.026 0.871
Drink [n (%)] 21(36.21) 14(31.82) 0214 0.644
Range of lesion involvement [n (%)] 4.861 0.088
Rectum 33(56.90) 19(43.18)
Left colon 17(29.31) 11(25.00)
Extensive colon 8(13.79) 14(31.82)
Severity of disease [n (%)] 5.358 <0.001
Mild 9(15.52) 25(56.82)
Moderate 27(46.55) 19(43.18)
Severe 22(37.93) 0(0.00)
CRP [mg/L, M( Pss,P55)] 31.14(28.09,35.69) 28.32(26.08,30.82) 3.095 0.002
IL-6(ng/L, xt s) 31.59+ 4.80 28.36 3.65 3.857 <0.001
TNF-a [ng/L, M( Pss,Ps5)] 69.95(66.18,73.33) 66.13(62.37,69.95) 3.480 0.001
S100A2( ng/mL, x* s) 13.77+ 1.58 11.98+ 1.65 5.551 <<0.001
S100A12 [ng/mL, M( Pss,Pss)] 14.58(12.74,17.46) 10.26(8.51,12.38) 4.890 <<0.001
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DA 2 SR G SRR I T E R (B / erp
i =1/0) .CRP IL-6 ,TNF-o .S100A2 S100A12( ¥ ik SeAr &
JRAEFA ) AR, E R G- /& =1/0) NN &, ZFE Lo-

gistic [/l 54> ¥ B, e 1 ™ E AR O 5 E Al CRPIL-6,
TNF-o.,S100A2 S100A12 F} &5 R i& s UC B 8 & BT
fER R ZE(P<0.05), W3 3.

=3 EHH UC EX ML EE Logistic B IF5#7

Table 3 Multivariate Logistic regression analysis of recurrence of active UC

Variable B SE Wald «* P OR 95%CI
Severity of disease

(reference: mild) 1343 0.003 i

Severe 1.491 0.442 11.385 0.001 4.440 1.868~10.554

CRP increase 0.090 0.029 9.956 0.002 1.094 1.035~1.157

IL-6 increase 0.234 0.086 7.464 0.006 1.264 1.068~1.494

TNF-« increase 0.125 0.062 4.124 0.042 1.133 1.004~1.278

S100A2 increase 0.784 0.202 15.017 <0.001 2.189 1.473~3.254

S100A12 increase 0.269 0.078 11.840 <0.001 1.309 1.123~1.525

2.5 Imi& S100A2,S100A12 7k FxtiEFZNER UC £ BTN &
ROC MW iE =, 15 S100A2 S100A12 7K B il
A TG s UC 2 & a4k T A (area under curve,

AUC)43 4]y 0.782.,0.7840.876, IfiL 7 S100A2 S100A12 7K F-
W3 BN Sh ) UC f8 35 A2 5 A B (L T 25 4 s 0 o
W, WA AT 1,

F 4 & S100A2,S100A12 Kk FXFiERNE UC E& MFUNME
Table 4 Predictive value of serum S100A2 and S100A12 levels for recurrence of active UC

Index AUC 95%ClI Best cut-off value  Sensitivity( %) Specificity(%)  Maximum joden index
S100A2 0.782 0.690~0.858 13.60 ng/mL 58.62 84.09 0.427
S100A12 0.784 0.691~0.859 11.16 ng/mL 86.21 72.73 0.589

Binomial union 0.876 0.796~0.933 74.14 88.64 0.628

1.0

0.8
2 0.6
304 Ff
o2 Hl — S100A2
iF if —— S100A12
A J/ —— Combination
UV o S P T S SR
0.0 0.2 0.4 0.6 0.8 1.0
1 — Specificity
B 1 miEF S100A2,S100A12 sk FFHiliEshH#A UC & E £/ ROC
Bh 2

Fig.1 ROC curve of serum S100A2 and S100A12 levels in predicting the

recurrence of active UC patients
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RP3 A AME S 455 i B 1/2 (extracellular signal-regulated ki-
nase 1/2, ERK1/2 ) 555510 I, {2 0F 908 & 4E & ™, U Singh
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%, H A R AN T35, St Bh Bk AR AL & g . Zhu T 46
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FREL, NS I 0 RN, F80E s UC & & KU e,
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