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In a 49 years-old woman with stage 3B chronic
kidney disease (CKD) in a course of autosomal dom-
inant polycystic kidney disease (ADPKD), with arterial
hypertension well-controlled with 4 antihypertensive
medicines, treated with levothyroxine due to hypothy-
roidism, and with hernia of linea alba, severe scoliosis
developed in childhood (Fig. 1).

We present a case of a 49-year-old woman with autosomal dominant polycystic kidney disease and severe
scoliosis. Based on current knowledge, we think that co-occurrence of scoliosis and ADPKD is nonrandom
in our case, and we hypothesize that scoliosis should be considered a part of clinical picture of ADPKD.
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ADPKD is caused by a mutation in PKD1 or
PKD2 gene, encoding polycystin-1 (PC1), or polycys-
tin-2 (PC2), respectively [1]. Due to the fact that PC1 is
localized in numerous tissues [2], ADPKD is a multi-or-
gan disease, with multiple extra-renal manifestations
[1]. Both polycystins participate in extracellular matrix
formation [3], and connective tissue disorders belong to

Figure 1. Chest X-ray: severe scoliosis (left panel); magnetic resonance imaging of the abdominal cavity, T2-weighted
image, coronal plane: polycystic kidneys, anatomic disturbance secondary to scoliosis (right panel)
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the clinical picture of ADPKD, presenting as aneurysms,
intestinal diverticula [4] and abdominal hernias [1].
Based on these facts we think that co-occurrence of
scoliosis and ADPKD is nonrandom in our case, and we
feel that scoliosis should be considered a part of clinical
picture of ADPKD. Furter investigations are needed in
order to verify our hypothesis.
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