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Distal RTA has manifeatations of hyperchloremic acidosis, hypokalemia, interstitial nephritis, renal cal-

cinosis etc and may be associated with Sjogren syndrome. We experienced two cases of hypokalemic

paralysis in Sjogren syndrome complicated with distal RTA. By immunohistochemistry, we confirmed

the defect of H'~ATPase and Cl -HCO3

exchanger in collecting duct.

Key Words : Hypokalemic paralysis, Renal tubular acidosis, Sjdgren syndrome, H'-ATPase, Cl -
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Basal 2 hrs 4 hrs 6 hrs

Blood pH 7.361 7.274 7131 7.313

pCO2 14.3 14.0 13.2 15.3

HCO3™ 119 28.6 72 14.3

Urine pH 75 75 7.015 7.104

Table 2. Bicarbonate 3387 AL

Basal 30 min 90 min
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Fig. 1. Immunohistochemistry of H'-ATPase in renal tubule of normal person
(left) and patient of distal RTA (right). Normal kidney shows abundant
staining of H'-ATPase, but kidney of distal RTA shows scanty of H -

ATPase (x400).

Fig. 2. Immunohistochemistry of Cl ~-HCO3  exchanger in renal tubule of normal
person (left) and patient of distal RTA (right). Normal kidney demon-
strates abundant staining of CI -HCO3~ exchanger in contrast to kidney of
distal RTA with scanty stainning of CI ~HCO3  exchanger (x400).
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Fig. 3. Four kinds of pathway in acid-base regulatory
mechanism in collecting duct.
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