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Table 1 Characteristics of study patients

N=100 N=100
Sex, male 61 Primary kidney disease
Age, vear 65+15 Glomerulonephritis 435
Height, cm 16110 Diabetic nephropathy 27
Body weight, kg 63+14 Hypertensive nephrosclerosis 22
Body mass index, kg/m? 2444 Polycystic kidney disease 3
Comorbidity Other causes 3
Hypertension 89 Serum Cr, mg/dL 1.9+2.3
Diabetes mellitus 41 eGFR, ml/min/1.73m* 24£25
Blood pressure CKD stage
systolic, mmHg 135%15 G1 4
diastolic, mmHg TEE12 G2 11
Use ol renin-angiotensin G3 22
_ R 68
system inhibitors G4 a6
Urim‘u_‘y protein 0.9949 6 a5 26
exeretion, glgCr
mean=+SD
(ng/egCr) (mL/min/1.73m%vear)
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Fig.1 Positive correlation between urinary L-FABP and urinary
protein excretion (A), and negative correlation between
estimated GFR and urinary L-FABP (B)



25

2016 4F 12 H
(ng/gCr) (g/gCr)
' 12
o 2000 A r=0.20 B r=0.47
m 104
1=
150 B g
; s
| 6
Emn 5
4 {
E 50 -
5 ik [ A T G
0 Ehr ; 0 ;{’ . N 1
0 10 20 30 40 0 10 20 30 40
| /leGFR | (mLimin/1.73m?%year) | AeGFR | (mL/min/1.73m*year)
Fig.2 No correlation between urinary L-FABP and absolute delta
estimated GFR (A), and positive correlation between uri-
nary protein excretion and absolute delta estimated GFR (B)
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Fig.3 ROC curve analysis for urinary L-FABP and urinary protein
excretion as a predictor of CKD progression evaluated with
absolute delta estimated GFR. (A) shows absolute delta
estimated GFR is more than 2 mL/min/1.73 m*/year and
(B) shows more than 5 mL/min/1. 73 m*/year.
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IEOHBE %72 (r=0.47) (Fig.2B).
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Can urinary L-FABP predict the progression of chronic kidney disease ?

Hideaki Oxa*, Yutaro HirasaiMA, Tomoya SHUKURI, Seishi AIHARA,
Ryosuke JINOKA™, Sanae NINoMIYA, Shizu TAKAHASHI, Masataka NISHIYAMA,
Taro KamiMUurRA*® and Atsumi HARADA

*Division of Kidney Center, Matsuyama Red Cross Hospital

**Clinical laboratory department, Matsuyama Red Cross Hospital

Urinary liver-type fatty acid binding protein (L-FABP) is an established biomarker of acute
kidney injury. That urinary L-FABP can predict the progression of chronic kidney disease
(CKD) is limited to diabetic patients. We performed a cross-sectional study to explore the
correlation between urinary L-FABP and CKD progression rate among 100 consecutive patients
with CKD of various causes. No significant correlation was found between urinary L-FABP and
absolute delta estimated glomerular filtration rate (| 4 eGFR|) (r=0.20). ROC analysis
revealed that urine L-FABP has significantly lower predictive ability for | 21 eGFR | which is more
than 2 mL/min/1. 73 m*/year than the urinary protein excretion (AUC 0.844 [urinary protein
excretion] vs 0. 697 [urinary L-FABP], p<<0.001). The predictive ability for | 4 eGFR | which is
more than 5mL/min/l. 73 m*/year was also significantly lower (AUC 0.746 [urinary protein
excretion] vs 0.624 [urinary L-FABP], p<0.01). The predictive ability of urinary L-FABP
improved slightly only among diabetic CKD patients, but did not exceed that of the urinary
protein excretion.

In conclusion, urinary L-FABP did not exceed the urinary protein excretion in prediction for

CKD progression.
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