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[Abstract] Objective: To investigate the correlation between the systemic immune—inflammation index (SII),
systemic inflammatory response index (SIRI), and damp—turbidity syndrome in patients with diabetic kidney disease
(DKD). Methods: A total of 237 DKD patients were enrolled, comprising 132 with damp—turbidity syndrome
and 105 without. Renal function indices and serum levels of SII and SIRI were compared between the two
groups. The correlation between damp-turbidity syndrome and SII/SIRI levels was analyzed. Results: Compared
to the non—damp—turbidity syndrome group, patients with damp-turbidity syndrome exhibited significantly higher
levels of uric acid, blood urea nitrogen (BUN), serum creatinine, 24—hour urinary protein excretion (24 h UTP),
SII, and SIRI, along with a lower estimated glomerular filtration rate (eGFR) (P<0.05). Both the incidence of
damp—turbidity syndrome and SII levels showed a significant increasing trend with advancing DKD stages (P<
0.05). SII and SIRI levels were positively correlated with BUN, serum creatinine, and 24 h UTP, and negatively
correlated with eGFR. Additionally, SIRI was positively correlated with uric acid (P<0.05). Elevated SII and
SIRI levels were positively correlated with higher damp—turbidity syndrome symptom scores (P<0.01). Conclusion:
DKD patients with damp-turbidity syndrome exhibit more severe renal impairment and higher levels of SII and
SIRI. SII and SIRI correlate with renal function deterioration, and higher levels of these indices are positively

associated with DKD severity, suggesting their potential as markers for assessing DKD progression. Furthermore,

*

kA
il

1z

A ;A B AR A (KJ2024CX013)
YA IR, de, ZAEEIT BT @A E 254 B iR

119



+ e S 2026 F1A %3255 14 January.2026 Vol.32 No.1

elevated SII and SIRI levels are significantly correlated with the aggravation of damp-turbidity syndrome.
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diabetic kidney disease; damp—turbidity syndrome; systemic immune—inflammation index; systemic

inflammatory response index
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