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Semaglutide Treatment in an Obese Patient with Proteinuria:

A Case Report

Ji-Yeon Park

Department of Family Medicine, Kyungpook National University Hospital, Daegu, Korea

Obesity is a well-recognized risk factor for chronic kidney disease (CKD), and pro—
teinuria is an important predictor of progression to end-stage renal disease. Sema-—
glutide, a Glucagon-Like Peptide-1 (GLP-1) receptor agonist, has demonstrated
renoprotective potential through weight reduction, anti-inflammatory effects, and
improvement in glomerular hyperfiltration. We present a case involving a 27-year—old
male with class Il obesity (BMI 35.1 kg/m?) and persistent proteinuria. Semaglutide
was initiated to address obesity—related renal injury, alongside lifestyle modification
and angiotensin receptor blocker administration. Over 20-week follow-up period,
the patient achieved significant weight reduction (=13 kg; 14% of baseline weight).
Concurrently, proteinuria improved markedly, from dipstick grade +++ (~300 mg/dL)
and spot urine protein 247.7 mg/dL at baseline to ++ (~100 mg/dL) and 67.7 mg/dL
of follow=-up. The urine protein—to-creatinine ratio (UPCR) decreased from 0.93 g/g
Cr at baseline to 0.37 g/g Cr at follow-up. Renal function remained stable throughout
the observation period. This case suggests that semaglutide may improve obesity-
associated proteinuria. However, given the limitations inherent to a single—patient,
short—term observation, long—term follow-up and controlled studies are required to

validate durability and mechanistic pathways of renal benefit.
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H 1. Body weight and BMI change over time

st visit 2nd visit 3rd visit 4th visit 5th visit 6th visit
Wegith (kg) 91.0 87.3 85.3 80.8 78.7 77.9

BMI (kg/m?) 35.1 33.6 32.9 311 30.3 30
Fatmass (kg) 3045 274 26.7 24.6 232 22.7

PBF (%) 335 33.6 329 31.1 30.3 30
SMM (kg) 56.9 56.6 55.3 53 52.3 52
LBM (kg) 60.2 59.9 58.6 56.2 55.5 55.2

The interval between visits was 4 weeks.
Abbreviations: BMI, body mass index; PBF, percent body fat; SMM, skeletal
muscle mass; LBM, lean body mass.
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H 2. Laboratory findings in the department of nephrology

Baseline* Follow-up* Reference
SBP/DBP, mmHg 126/77 115/72
Urine analysis
Protein +++ 300 ++ 100 Negative
Occult blood - - Negative
Spot urine
Creatinine (urine), mg/dL 266.40 184.60 12.2—170.7
Total protein (urine), mg/dL 2477 67.7 <15
Protein/Cr, g/g Cr 0.93 0.37 <0.20
Albumin (urine), mg/L 2051.1 1.44—30.09
Albumin/Cr, mg/g Cr 769.9 <30
Urine PEP Consistent with heavy proteinuria
Blood chemistry
HbA1c,% 5.7 5.1 42—6.3
Glucose, mg 100 90 74—109
AST (GOT), U/L 24 12 0—40
ALT (GPT), U/L 33 11 0—40
BUN (serum), mg/dL 13.7 1.9 6.0—20
Creatinine (serum), mg/dL 1.26 1.35 0.70—1.20
MDRD eGFR (IDMS), ml/min/1.73 m? 68.7 63.4 >60
CKD-EPI eGFR, ml/min/1.73 m? 78 7.4 >60
TSH, ulU/ml 1.95 0.3—4.0
Serum PEP Normal
HDL-cholesterol, mg/dL 29 32 >40
LDL-cholesterol, mg/dL 129 mg/dL 105 <130
Triglyceride, mg/dL 200 mg/dL 115 <200
ANA screening Negative Negative
Anti-PLA2R IgG Negative Negative
IgG4 subclass, mg/L 8727 30—2010

*Baseline in the Department of Nephology, corresponding to the 1st Family Medicine visit; Follow-up in the Department of Nephrology, corresponding to the
4th Family Medicine visit.
Abbreviations: SBP/DBP, systolic blood pressure/diastolic blood pressure; PEP, protein electrophoresis; Protein/Cr, protein/creatinine ratio; Albumin/Cr,
albumin/creatinine ratio; HbAlc, glycated hemoglobin alc; ALT, alanine aminotransferase, AST, aspartate aminotransferase; BUN, blood urea nitrogen;
IDMS, isotope dilution mass spectrometry; TSH, thyroid-stimulating hormone; HDL, high—-density lipoprotein; LDL, low—-density lipoprotein; ANA, antinuclear

antibodies; PLAZR, anti-phospholipase A2 receptor.
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