doi 10.12122/j.issn.1673-4254.2023.03.05

el

W, 46, I E M L E BT AR E

EREERFH WG ERARA, G HZ 710038

HE . BAY Kl CDSL K-S ERE MLAE . 3 rP 0728k, HF9E CDSL X SER B LA & ERIVEH . Tk SRBUEREXT IR 20
18], 240 IR S 27 (A R A IR S 35 491, ELIS A ASMASZH 1ML 7 P Y CDSL K. 43# CDSL 7K -5 £ 35 1 7 Fh R K
WIHEPRZ IR AR EE . RIS 1 (S BRI 2 CSTBL/6 /N, A B SRR AT/ BB . ks 5 CDSL & 14 , F P42
3k LN I T A I 40 70 BRASEIR B 47 , A B O P 2, e/ RV AR, 40 i CDSL Ah B/ BAR BT LA /) B 5 R M o
ELISA Kl CDSL AR ER AT ILAE /N FRUMLTE TL-6 A2 IL-8 ASF-RYSEMT . £55R S5 {dt et BE KA sk e s B AR L, AR B I £
F IMLE CDSL K3 T (P<0.01), H CDSL /K5 A4 (WBC) 1, 3-B-D-Ei M (BDG) JLEF (Scr) A5 2 5 (PCT)
OB TEASE . SIEH/NRAT L , SBRE AL/ FRUMNLTE B2 B E CDSL K- i 2 15 (P<0.01) . WEJEETE ST CDSLEE (A Al R 2 |
Pl ERTA MLRE /N U 2 A/ N FGA JE IR 1 TL-6 A TIL-8, /N R , AR N BRAEA72R (P<0.05) . 2538 1L
1# CDSL K F-TEARER A IMAE R A8 T , CDSL N &k B e /) BU 1

LIRS BREA MAE ; CDSL; 44E ; B 5405

J South Med Univ, 2023, 43(3): 368-374

CD5L is elevated in the serum of patients with candidemia and promotes disease

progression in mouse models

WU Xianan, YANG Ming, GUO Wentao, HU Jie, DONG Ke, GAO Zhaowei
Clinical Laboratory, Second Affiliated Hospital of Air Force Medical University, Xi'an 710038, China

Abstract: Objective To investigate the changes of CD5L levels in patients with candidemia and explore the role of CD5L in
progression of candidemia. Methods Twenty healthy control individuals, 27 patients with bacteremia and 35 patients with
candidemia were examined for serum CDS5L levels using ELISA, and the correlations of CD5L level with other serological
indicators were analyzed. A C57BL/6 mouse model of candidemia induced by intravenous injection of Candida albicans were
treated with intraperitoneal injection of recombinant CD5L protein, and renal histopathological and serological changes were
analyzed to assess renal injures. The effects of CD5L treatment on general condition, fungal burden, of survival of the mice
were observed, and the changes in serum IL-6 and IL-8 levels of the mice were detected using ELISA. Results CD5L levels
were significantly elevated in patients with candidemia and positively correlated with WBC, BDG, Scr and PCT levels. The
mouse model of candidemia also showed significantly increased serum and renal CDS5L levels, and CD5L treatment
significantly increased fungal burden in the renal tissue, elevated IL-6 and IL-8 levels in the serum and kidney, aggravated
renal tissue damage, and reduced survival rate of candidemia mice. Conclusion Serum CD5L levels are increased in patients
with candidemia, and treatment with CD5L aggravates candidemia in mouse models.

Keywords: candidiasis; CD5L; inflammation; renal injury
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Tab.2 Characteristics of the healthy individuals and patients with bacteremia and candidemia

Clinical features Control Bacteremia Candidemia b P*
General demographics
Patients (n) 20 35
Female [n (%)] 10 (50.0) 14 (51.9) 19 (54.3) 0.106 0.633
Age>60 (years) [n (%)] 4(20.0) 6(22.2) 7(20.0) 0.047 0.857
Risk factors [1 (%)]
ICU admission 8(29.6) 14 (40.0) 0.348 0.435
Central venous catheters 5(18.5) 12 (33.3) 5.887 0.025
Broad-spectrum antibiotics 10 (37.0) 23 (65.7) 4.431 0.039
Indwelling bladder 11 (40.7) 25(71.4) 5.749 0.021
Abdominal surgery 6(22.2) 16 (41.0) 1.806 0.184
30-day mortality 3(11.1) 12 (34.3) 3.842 0.064

*Candidemia group vs bacteremia group.
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Fig.1 Serum CDS5L levels in patients with bacteremia and candidemia. A: CD5L levels in

healthy controls and patients with bacteremia and candidemia (**P<0.01, ***P<0.001 vscontrol

group; “P<0.01 vs Bacteremia group). B: Serum CD5L levels in patients with C. albicans, non-C.
albicans and other bacterial infections. *P<0.05, **P<0.01, ***P<0.001 vs C.albicans group.
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Fig.2 Correlation between serum CD5L and other laboratory test results in patients with candidemia.
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Fig.3 CD5L levels in serum and kidney of mice with candidemia. A: CD5L levels in serum of candidemia and control

mice. B: CD5L mRNA expression in kidney tissue of candidemia mice. C: CD5L protein expression in kidney tissue

of candidemia mice. D: Detection of CD5L in kidney tissue by immunohistochemistry (Original magnification: x200).

**P<0.01 vs control group.
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Fig.4 Effects of CD5L treatment on body weight and survival rates of candidemia mice. A: Changes

in relative body weight of control, candidemia and CD5L-treated mice. B: Changes in survival rate of

control, candidemia and CD5L-treated mice. **P<0.01 vs control group; ‘P<0.05 vs CA+PBS group.
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Fig.5 Effects of CD5L treatment on kidney pathological damage, serum biochemistry and fungal load in candidemia mice.
A: Inflammatory cell infiltration and damage of renal tissue in control, candidemia and CD5L-treated mice (x200). B:
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