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Correlation between serum galectin 3 level and lupus
activity in patients with lupus nephritis

PIAO Mingji, ZHANG Yanan, FENG Xiaochen, GAO Bihu
(Department of Nephrology, Affiliated Zhongshan Hospital of Dalian University, Dalian Liaoning 116000, China)

Abstract Objective: To investigate the correlation between serum galectin-3 (Gal-3) level and disease activity or
pathological activity index of lupus nephritis (LN). Methods: A total of 83 patients with lupus nephritis treated
in our hospital were enrolled, including 42 active LN patients, and 41 stable LN patients. The other 40 healthy
subjects were as healthy controls. Fasting peripheral blood was collected from the subjects, and serum levels of
Gal-3, anti-double-stranded DNA (ds-DNA) antibody, complement 3 (C3), tumor necrosis factor a (TNF-a),
and interleukin-1p (IL-1p) were detected by ELISA, and the correlations between serum Gal-3 level and activity
index (AI), serum TNF-a or IL-1f were analyzed. Renal biopsy tissue was collected, and the expression of Gal-3 in
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the renal tissue of subjects was measured by Western blotting and immunohistochemistry, and the distribution of

Gal-3 and renal tissue macrophages in renal tissues was detected by immunofluorescence. Results: Compared with

healthy subjects, serum levels of Gal-3, TNF-qa, and IL-1p were significantly higher in LN patients, and the levels

of these factors were significantly higher in active LN patients than those in stable LN patients (P<0.05). Serum

Gal-3 level was positively correlated with Al, anti-ds-DNA antibody, TNF-a, IL-1p, and negatively correlated with

complement C3, respectively. The levels of Gal-3 expression in the renal tissues of patients with active LN were

significantly higher than those in patients with stable LN. Conclusion: A positive correlation between serum

Gal-3 and LN pathological activity index in active LN patients, suggesting that Gal-3 may mediate LN

development by regulating inflammatory response.
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Table 1 Comparison of general data among the different groups

2051 n SRR % PERI(B /%) /B BMI/(kgm™)  Hids-DNAFLA/(IUmL™) Il Cr/(pmol-L™)
X R 40 25.77 £ 5.59 10/30 25.01 +2.12 6.01 +1.17 4329 + 6.45
FEMLNGA 41 25.75 +5.73 10/31 2523 +2.33 23.23 +3.31 72.88 +13.27
HHBILNA 42 2637 +6.12 11/31 24.93 +2.09 53.57 +6.07 155.13 +15.72
X/t 0.235 0.332 0.375 20.643 18.127

P 0.863 0.662 0.526 <0.001 <0.001

ZH 53] MiEC3/(gl™") IMiiFC4/(gL™")  ESR/(mmh™) 24 hREE /g INVE
papitctel 1.42 +0.19 0.50 £0.11 7.79 + 1.65 0.08 +0.02 —
e MLNA 0.75 £ 0.15 0.35+0.13 38.29 + 5.65 0.46 +0.13 5.13+0.91
TGS HILNZH 0.42 +0.18 0.21 £0.12 51.20 = 7.09 1.96 + 1.45 12.80 + 4.12
X/t 33.10 8.936 21.027 25.104 36.091

P <0.001 <0.001 <0.001 <0.001 <0.001

EXEARLE, ~P<0.01; SEERILNAALIL, "P<0.0S,
Compared with the control group, **P<0.01; compared with stable disease LN group, *P<0.05.

F2 BHEZRXE MEGal-3. TNF-aRIL-1p7KFEW
Table 2 Serum levels of Gal-3, TNF-a, and IL-1p in each group

WiH n Gal-3/(ng-mL™") TNF-a/(pgmL™") IL-1B/(pgmL™")
X HRZH 40 7.81+1.28 10.35 + 4.39 4.55+1.27
e MLNA 41 24.83 + 4.26** 20.10 + 7.26** 11.39 + 2.67**
1% S RLNZ 42 29.55 + 6.31% 61.78 + 9.02** 14.56 + 3.33*
X/t 42215 4922 15.98

P <0.001 <0.001 <0.001

SRR, ~P<0.01; HEGERLNAIMLL, "P<0.05,
Compared with the control group, **P<0.01; compared with stable disease LN group, P<0.05.
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Figure 1 Correlation of serum Gal-3 level with anti-DS-DNA antibody, C3, and Al in patients with LN
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B2 LNEH MEGal-37k F 5 MFTNF-a, IL-1BRIFEXEE
Figure 2 Correlation of serum Gal-3 level with serum TNF-a and IL-1p in patients with LN

2.5 AEHE LN\%%'%ZE?E Gal-? KEZL B £3GUIERETESHER

A P T R 3 R G 98 2 2 S A R s Table 3 Quantitative analysis results of Gal-3 expression
ST 2 % 4 411 3FEKE R TR
{ﬁzm:l:l%\% %,Ef/\':F'Gal 3%%1t£ﬁ%‘l_lﬂ:$u/_\5 Gal-SEEM‘HXi
B (P<0.05; £3, K3), 415 n o Gal-3FH I A

Fika
SUE LN 13 0. A3 +13.

2.6 LN BEZAM Gal.3 BIES T FEMLNG 41 0.13 + 0.04 95.13 + 13.89

TR LN R B 4140 4 (CD 68" ) i AR WERILNG 42 0.83 +0.11 631.19 + 55.78
DL Gal-3FH A I AHEY 12 25 2 TS EBULN, H Gal-3 t 89.90 63.79
FH P4 DX 38853 A1 7 I 248 i P 4 DX 0 (1814) o P <0.001 <0.001

A FasE RN W Z LN

| D D ED e GRS G5

I ZhRILN

B3 LNEE HHAGa-3KF
Figure 3 Levels of Gal-3 in renal tissues of LN patients
(A)E RN (B) AL F (0,

(A) Western blotting analysis; (B) Immunohistochemical staining analysis.
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Figure 4 Expression of Gal-3 in renal tissues and immunofluorescence staining of macrophages in LN patients

L. CDESFHTEANN; £10: Gal-3; ¥ifi: DAPI,
Green: CD68 positive cells of macrophages; red: Gal-3; blue: DAPL
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