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p-inflammation

LPS, peptidoglycans
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Gut hyperpermeability\'Leaky gut’

PEnergyavailability ~ beneficial TMAO-] toxic
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CHO& 1 Sy KSCRAsshait chain fatty acid$4DAChistonedeacetylaseGPCRG proteirgcoupled receptorPCSp-cresylsulfate
indS indoxylsulfate, TMA: trimethylamineFMQ flavinmonooxygenasel MAQ trimethylamine-N-oxide LPSlipopolysaccharide
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Pediatr. Nephrol32, 20052014 (2017)



The metabolismdependent and immune pathways of the glidney axis.

SUPAR, soluble urokinase-type plasminogen activator
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Frequency and type of renal functiomonitoring
In Inflammatory bowel disease
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IBD,inflammatory bowel disease; MDRD, Modification of Diet in Renal
Disease; CCr, Creatinine Clearance; BE, blood electrolytes;2ROUr urinary protein;
US, dipsticks.

Journal of Crohn's and Colitis (2013) 7, 551-555



Kreatinin Clearance: Schwarftamula

Schwartz formulaKrCl (ml/min/1.73m2)= [hossz (cm) x k] / SeKr
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Schwartz GJ. Pediatrics 58:2288, 1976



Frequency and Risk Factors of Renal Insufficiency in Inflammatory
Bowel Disease Inpatients
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Inflamm Bowel Dis ® Volume [9, Number 9, August 2013
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Inflammatory Bowel Disease in Children and Adolescents

in ltaly: Data from the Pediatric National IBD Register
(1996-2003).

TABLE 6. IBD: Associated Diseases

UC (810 Patients) CD (635 Patients) IC (131 Patients) Total (1576 Patients)

Sclerosing cholangitis 49 (6%) 2 (0.3%) 5(3.8%) 56 (3.5%)

Autoimmune hepatitis 11 (1.35%) 4 (0.69%) 0 15 (0.95%)
High levels of hepatic enzymes 10 (1.2%) 2(0.3%) 1 (0.76%) 13 (0.82%)
Celiac disease 7 (0.86%) 1(0.15) 0 8 (0.5%)

Cystic fibrosis 0 4 (0.62%) 0 4(0.31%)
Pancreatitis 1(0.12%) 4 (0.62%) 0 5(0.31%)
Cerebral vascular disorders 4 (0.5%) 0 0 4(0.25%)
Developmental delay 4 (0.5%) 4 (0.62%) 1 (0.76%) 9(0.57%)
Kidney stones 3(0.37%) 2 (0.3%) 1 (0.76%) 6 (0.38%)

Inflamm Bowel Dis ® Volume 14, Number 9. September 2008
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Enteric hyperoxaluria, recurrent urolithiasis, and systemic

oxalosis in patients with Crohn’s disease

Intestinal oxalate absorption (%)
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Pediatr Nephrol (2012) 27:1103—-1109
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