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Correlation analysis between oral flora characteristics and inflammatory factor levels in patients with
atherosclerosis
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[ Abstract])

inflammatory factor levels in patients with atherosclerosis (AS).

(Catheter Room of Cangzhou

Objective To explore the characteristics and correlation between oral microbiota diversity and
Methods Fifty AS patients and 50 healthy controls
were included. Saliva and blood samples were collected for 16S rRNA sequencing and detection of 1L-6,1L-18, TNF-a,and
CRP. Differences in microbiota structure and inflammatory indicators between the two groups were compared, and
Results IL-6,1L-13, TNF-a,and CRP levels
in the AS group were significantly higher than those in the control group (1L-6:8.2442.15 vs 6. 15+£1.76,P<C0.01;
CRP.:7.4242.41 vs 3.98+1.57,P<C0. 01). The Shannon index of oral microbiota was lower than that in the control

group (4.38+0.55 vs 4.61+0.52,P=0.040). Fusobacterium was positively correlated with CRP and 1L-6 (r=0. 41,

Spearman correlation and multivariate regression analyses were performed.

0. 36,both P<C0. 05). Multivariate regression suggested that Fusobacterium abundance and I1.-6, CRP levels were all

potential risk factors for AS.  Conclusion Decreased oral microbiota diversity accompanied by significantly increased

inflammation in AS patients may interact through immune and metabolic pathways, providing new insights for AS risk

assessment and intervention strategies.

[Keywords]) atherosclerosis;oral florasinflammatory factors;16S rRNA sequencing
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Table 1 Comparison of general clinical characteristics

AS# gl

i (=50  (nesoy A P
W) 59.2748.53 57.4648.98 (=1.311  0.193
B ()] 30€60.00)  25(50.00)  x*=1.136  0.286
BMI(kg/m?) 27.6242.37 25.6742.72  1=3.863  <0.01

W AR n( %) ] 18(36.00)  11(22.00)  x*=2.703  0.100
WEAER I E 2 [n(Y%) ] 31(62.00)  14(28.00)  x%=6.424  0.011

2 REEFKESH

2 W E W IMTE 1L-6.1L-13. TNF-« 5 CRP #§
Ry ELISA #0045 5 L% 2. AS 4132 1% % 16 4 %
Bl R BB AR T 5 . AS 21 & 50E B A9 i 7
SR KPR TR X IR AL 2 R A SRR X
(¥ P<<0. 0 (E 1), 1L-6 5 IL-18 F+ & #2877 72 48
B0 9 fE ROAR A TNF-o A 3 K 08 B 38 5 0L o
CRP 7€ AS 41°F-34{H 20 Ry % BBAL 1 2 i R R Gk
RALTKF- 1 22 E A

F2 ASHAMBREMBAZEMFSRERFKE

Table 2 Serum levels of inflammatory factors in patients in the AS
group and the healthy control group

B2 ASH(n=50) XML (n=50) (i P
IL-6(pg/mL) 8.24%x2.15 6.1541.76 4.762 <0.01
IL-13(pg/mL) 4.68%1.37 3.54x1.12 4.027 <0.01

TNF-a(pg/mL) 15.83£3.29 13.47+£2.65 3. 840 <0.01
CRP(mg/L) 7.4242.41 3.98%1.57 8.207 <0.01
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Table 3 Oral sample 16S rRNA gene sequencing results
and quality assessment
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U8R F A A Reads 0 55476, 6043339, 28 53904, 77£3675.16  1.595  0.114

Good's Coverage( %) 98.51£0.93 98.75£0. 86 —1.324  0.188
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Table 4 Results of differential abundance analysis of oral microbiota
at genus level between AS group and control group

Genus ASHEEHMH D XTHAEEHMH S P E

Streptococcus 14. 23 15.07 0.3412
Veillonella 12.47 13. 88 0.0847
Prevotella 17.35 15. 96 0.2801

Fusobacterium 11.63 12. 45 0.0452

Porphyromonas 9.02 7.56 0.0318
Neisseria 13.59 14.33 0.1258
Gemella 8. 77 9.51 0.0671

Rothia 13. 34 11. 74 0.0419
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Table 5 PICRUSt metabolic pathway function prediction analysis

TR Ik AS YT = B Xk BE AL T = 2
LPS biosynthesis 0.5061 0.4729
Amino acid metabolism 0.5185 0.4912
Energy metabolism 0.4671 0.4823
Inflammation pathway 0.5312 0.4876
Oxidative phosphorylation 0.4938 0.5015
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Table 6 Results of multivariate logistic regression model analysis
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Porphyromonas( %) 0.03 1.03 0.99—1.07
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