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Thyroid storm caused by subacute

thyroiditis after Cushing’s syndrome remission :one case report
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Abstract; A 46-year-old female was subjected to unilateral left adrenalectomy due to Cushing’s syndrome 5
months ago. After surgery, she was placed on glucocorticoid substitution and discontinued the treatment due to
nausea and vomiting 3 weeks ago. Then she developed subacute thyroiditis and progressed to thyroid storm. Her
condition worsened after administration of propylthiouracil and B-blockers, but was soon relieved by adminis-
tration of glucocorticoids.
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Table 1 Changes of biochemical tests

on at reference

parameters admission  discharge range
WBC(x10°/L) 15.59 13.56 3.50-9.50
NEUT#(x10°/L) 10. 55 9.38 2.00-7.50
HGB(g/L) 109 136 110-150
PLT(x10°/L) 579 242 100-250
ALT/(U/L) 22 20 7-40
Cr/ (pmol/L) 102 74 45-84
TBIL/ ( umol/L) 27.3 11.7 5.1-22.2
Alb/ (mmol/L) 28 41 35-52
K/ (mmol/L) 2.9 4.5 3.5-5.5
Ca/(mmol/L) 3.11 2.37 2.13-2.70
Na/( mmol/L) 146 138 135-155
NT-proBNP/ ( pg/mL) 584 370 0-125
HbAlc/% 8.2 4.5-6.3
TG/ (mmol/L) 3.01 2.15 0.45-1.70
TC/ ( mmol/L) 3.84 5.91 2.85-5.70
LDL-C/( mmol/L) 2.37 2.99
APTT/s 26.7 21.6 23.3-32.5
PT/s 15.1 10.8 10.4-12.6
D-Dimer/ (mg/L FEU) 4.02 1.18 0-0.55
TSH/ ( wIU/mL) 0.011 2.072 0. 380-4. 340
FT4/(ng/dL) 7.56 0.70 0.81-1.89
FT3/(pg/mL) >20 2.17 1.80-4.10
Tg/ (ng/mL) 249 2.4 1. 40-78.00
ESR/(mm/h) 96 5 0-20
hsCRP/ (mg/L) >250 0.51 -

WBC. white  blood  cell;  NEUT. neutrophil;  HGB. hemoglobin;
PLT. platelet; ALT. alanine aminotransferase; Cr. areatinine; TBIL. total
bilirubin; Alb. albumin; K. potassium; Ca. calcium; Na. sodium; NT-
proBNP. N-terminal pro-brain natriuretic peptide; HbAlec. glycosylated
hemoglobin ; TG. triglyceride ; TC. total cholesterol ; LDL-C. low density lip-
oprotein cholesterol; APTT. activated partial ~thromboplastin  time;
PT. prothrombin time; TSH. thyroid stimulating hormone; FT4. free thy-
roxine; FT3. free triiodothyronine; Tg. thyroglobulin; ESR. erythrocyte

sedimentation rate ; hsCRP. high sensitivity C-reactive protein.
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