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Tab.1 Primer sequence information

Primer name Primer sequence (5°3°)

KMO F: TGCTGAGAAATACCCCAATGTG
R: CTGACAGTTGAATAGGCTCCATC

GAPDH F: GGAGCGAGATCCCTCCAAAAT
R: GGCTGTTGTCATACTTCTCATGG

1.2.3 Western blot PBMC  KMO
HC RA  PBMC EP
RIPA 4 C
30 min PBMC 1/4
80 V 2 h 220 mA
2h 5% 37 C 2 h 4 C
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Image]
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Slide Viewer
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KMO( 1 :200) Vimentin( 1 : 200) . 17
h ( goat anti-rabbit 488
goat anti-mouse 647 1 : 200) 90 min
DAPI 10 min
ImageJ



- 1220 -

Acta Universitatis Medicinalis Anhui 2025 Jul; 60( 7)

1.3 SPASS 27.0
Mean + SEM Shapiro-Wilk
° t

Pearson ;
Spearman . P<0.05
2
2.1 KMO RA PBMC
HC RA PBMC RT-PCR PB-
MC  KMO HC
RA PBMC KMO (t =
-7.241 P<0.001) 1.
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Fig.1 KMO gene expression in PBMC of HC
and RA groups ( n =25)
***P<0.001 vs HC group.

2.2 KMO RA PBMC

HC RA PBMC Western blot

PBMC  KMO
RA  PBMC KMO HC (:=
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2.3 RA PBMC KMO mRNA
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(P =0.200) DAS28 (P =0.033)
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0.417 P =0.038) 3.

2 HC RA PBMC KMO (n=10)
Fig.2 KMO protein expression in PBMC of HC
and RA groups( n =10)
*F¥ P <0.001 vs HC group.

3 RA PBMC KMO mRNA
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Fig.3 Correlation analysis between KMO mRNA expression

and DAS28 in PBMC of RA patients( n =25)
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CRP  anti-CCP (r,=0.394 P =
0.051;r,=0.216 P =0.300) 4C.4D.



Acta Unversitatis Medicinalis Anhui

2025 Jul; 60( 7)

* 1221 -

4 RA

PBMC KMO mRNA

(n=25)
Fig.4 Correlation analysis between KMO mRNA expression and inflammatory markers in PBMC of RA patients ( n =25)

A: Correlation analysis of KMO mRNA expression with ESR in PBMC of RA patients; B: Correlation analysis of KMO mRNA expression with RF in

PBMC of RA patients; C: Correlation analysis of KMO mRNA expression with CRP in PBMC of RA patients; D: Correlation analysis of KMO mRNA ex—
pression with anti-CCP in PBMC of RA patients.
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5 HC RA FLS KMO (n=5)
Fig.5 The expression of KMO in synovial tissue and FLS in HC and RA groups( n =5)
A: Immunohistochemical map of KMO expression in synovial tissue of HC and RA groups; B: Immunofluorescence plots of KMO expression in FLS

of synovial tissue in HC and RA groups; ** P <0.01 *** P <0.001 »s HC group.
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Expression and significance of kynurenine —3 — monooxygenase
in peripheral blood mononuclear cells and synovial tissue

of patients with rheumatoid arthritis
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Abstract  Objective  To investigate the expression and clinical significance of kynurenine-3-monooxygenase
( KMO) in peripheral blood mononuclear cells ( PBMC) synovial tissue and fibroblasticdike synovial cells
( FLS) of rheumatoid arthritis ( RA) patients. Methods Peripheral blood samples from 25 healthy control ( HC)
individuals and 25 patients diagnosed with RA were collected and real-time fluorescence quantitative PCR and
Western blot were used to detect KMO gene and protein expression in PBMC of RA and HC groups and to analyze
the correlation between the expression level of the KMO gene in the PBMC of the RA patients and the indexes of the
laboratory tests. Meanwhile immunohistochemistry and immunofluorescence were used to detect KMO expression in
synovial tissue and FLS in RA and HC groups. Results (1) KMO gene and protein expression in PBMC of RA
group were higher than that of HC group and the difference was statistically significant ( P <0. 001) . @) The level
of KMO gene expression in PBMC of RA group was positively correlated with disease activity index 28 score blood
sedimentation and rheumatoid factor (r, =0.417 P =0.038; r=0.545 P =0.005; r, =0.433 P =0.031)
and had no correlation with C—reactive protein and anti-eyclic citrullinated polypeptide antibody. @) KMO expres—
sion in synovial tissue of RA group was higher than that of HC group and the difference was statistically significant
(P <0.01); KMO expression in FLS of synovial tissue of RA group was higher than that of HC group and the
difference was statistically significant ( P <0.001) . Conclusion KMO expression increases in PBMC synovial
tissue and FLS of RA patients and the level of KMO gene expression is correlated with the disease activity of RA
patients suggesting that KMO may promote the course of RA.

Key words rheumatoid arthritis; kynurenine 3-monooxygenase; kynurenine; 3-hydroxykynurenine; peripheral
blood mononuclear cells; synovial tissue; fibroblastdike synoviocytes
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