


Treatment of Associated Conditions

e In type I RTA, Symptomatic hypercalciuria (nephrocalsinosis, hematuria,

nephrolithiasis) is treated by thiazide

e In type Il RTA, Rickets is treated by phosphate supplement and vitamin D

e In type IV RTA, Hyperkalemia is treated by potassium- binding resins

Calcium poly styrene sulfonate .... Sorbisteirt
Sodium poly styrene sulfonate ..... kayexalate



Conclusions

Renal tubular acidosis is not a single disease, rather it is
biochemical state with clinical consequences that occurs
during the course of many tubular disorders (inherited or
acquired)

RTA is characterized by normal anion gap metabolic acidosis
with normal or near normal GFR

The pathogenesis of RTA is due to defect in renal excretion of
hydrogen ions (type I), defect in reabsorption of bicarb.
(type II) or both



Conclusions

There are 4 main types: proximal RTA (type II), distal RTA
(type I), hyperkalemic (type VI), and combined proximal
and distal (type III)

Diagnosis depends mainly on high level of clinical
suspicion, followed by proper lab assessment and
diagnostic algorithm

General lines of treatment include mainly replacement
therapy, treatment of secondary causes and associated
conditions.



Questions ?



Question No 1

In distal RTA, where is the site of tubular injury?

A- proximal tubules
B- loop of Henle

C- distal tubules

D- collecting ducts



Question No 2

Which of the following is associated with nephrocalcinosis?

A- RTA type |
B- RTA type Il
C- RTA type III
D- RTA type IV



Question No 3

Which of the following is associated with proximal RTA ?

A- positive urinary anion gap
B- urine pH less than 5.5

C- low urinary citrates

D- hyperkalemia



Thank You



Acid base balance

Metabolic Metabolic

Normal ABG

Diabetes
insipidus

acidosis alkalosis
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Diabetes insipidus

Water deprivation test

! ! !

Central Diabetes Nephrogenic Psychogenic
Insipidus Diabetes Insipidus




* GIT loss
i l * Cystic fibrosis

High BP Normal BP

* Aldosterone * Bartter syndrome
* Gitelman syndrome
* Base administration




Aldostejone Level

| Low
T Hyperrenemic | Hyporenemic
Hypoaoldosteronism Hypoaoldosteronism
l
Suprarenal Mild form of renal
impairment
Normal or high
Typel Type II

Au.tosomal Autosomal dominant @on syn@
recessive renal Na aldosterone receptor ( mild )

channel (severe)










