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Primary aldosteronism associated with rhabdomyolysis:

a report of 2 cases and review of the literature
Qin Hongyan ,Gong Lilin,Wang Yao ,Bai Jie ,Ren Wei,Song Ying,Li Qifu,Wang Zhihong
(Department of Endocrinology,The First Affiliated Hospital of Chongging Medical University)
[ Abstract]Objective ; To investigate the clinical features of primary aldosteronism associate with rthabdomyolysis and to guide the diag—
nosis and treatment of the disease. Methods : The presentation and symptoms of the two patients in our hospital were described and the
relevant literature was reviewed. A thorough literature search disclosed 19 further cases of rhabdomyolysis due to undiagnosed pri—
mary aldosteronism. Results ; All patients had a history of hypertension,including fatigue , myalgia, hypokalemia and high muscle en—
zymes, and there were a small number of patients who had abnormal myoglobinuria,acute renal failure and abnormal liver enzyme.
Rhabdomyolysis was cured by a large amount of fluid and urine alkalization. All patients were restored to normal blood pressure and
normal serum potassium levels after drug or adrenal surgical interventions. Conclusion . For the high risk population of primary aldos—
teronism, early screening should be conducted to prevent disease progression and serious complications such as rhabdomyolysis,and
for patients with dignosed primary aldosteronism whose serum potassium is lower than 2.0 mmol/L, rhabdomyolysis should be alerted.
Primary aldosteronism patients with rhabdomyolysis should actively receive symptomatic treatment and cure the primary disease.
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BV SR S BTSSR IS0 s 2 I A
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Tab.1 Experimental results of 2 cases of primary aldosteronism

in our hospital(pg/mL)
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Tab.2 Characteristics of primary aldosteronism with rhabdomyolysis in 21 patients

i PERI R () AR IME (mmHg)  CK(U/L)  K(mmol/L) (S JREE ] 1] Y
1 5 41 141/99 11359 1.8 < 0.5 plU/mL 198.0 pg/mL Mg
2 I 51 142/89 10 897 1.8 < 0.5 plU/mL 2230 pg/mL i3]
34 i 51 184/96 6168 1.37 0.02 ng/(mL-h)  271.5 pg/mL o

4w I 51 175/104 29 700 2.56 138.2 pmol/(L+h)  272.9 pmol/L i
5t 7 27 189/134 9 640 1.74 PNz 488.49 pg/mlL. iR
6" % 64 170/100 3874 1.17 AP AN ¥

7 k'S 36 152/108 11 000 22 0.2 ng/(mL-h) 17.4 pg/dL J

8 I 49 FNES 1753 1.8 1.06 pg/mL 648.9 pg/mL g
91l 5 55 138/68 15 760 1.4 0.1 ng/(mL+h) 26.6 ng/dL g
10 i© 42 160/110 11347 2 0.2 ng/(mL+h) 22 600 ng/dL, g
11 & 42 166/108 21 000 1.3 A 96.6 ng/dL fiia
120 & 45 143/80 4907 138 0.84 ng/(mL-h)  639.38 ng/L, fiia
130 i 44 it 8531 1.98 0.07 ng/(mL-h)  449.7 ng/L Jiea
1404 7 73 140/80 7 463 1.6 0.7 ng/(mL-h) 498 pg/mL A
150 & 52 FNES 10615 1.9 0.5 pg/mlL 295 pg/ml. g
160 7 49 150/100 12 030 2.4 0.3 ng/(mL-h) 90 ng/dL "
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181181 Lz 45 170/105 6 400 1.4 0.2 pg/(L+h) 1015 ng/L Mesa
1911 i’y 26 180/150 5456 2.8 0.45 pg/(L-h) 438.5 pmol/L iSeA
201 ks 40 130/80 12 085 1.66 0.2 ng/(mL-h) 28.67 ng/dL I

21P1 Lo 38 166/102 10 000 1.4 0.1 ng/(mL-h) 13 ng/dL fiRe

T S I ¢ 2.88~35.0 ng/dL, ¥ Z 1. (0.55 £0.09) pg/(mL-h); ¥R :2.0~24.6 ng/L B 4.4~46 pIU/mL; B [H B pmol/L #3455 ng/dL
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