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CASE REPORT

A Case of Pseudohypoparathyroidism with Graves’ Disease

Gil Woo Lee, Jae Hoon Kim, Kang Won Lee, Sa Il Kim, Sang Mo Hong, Dong Sun Kim, Woong Hwan Choi, You Hern Ahn,

Tae Wha Kim

Department of Internal Medicine, Hanyang University Seoul Hospital, Seoul, Korea

Pseudohypoparathyroidism is a rare disease that is characterized by target cell resistance to the effects of parathyroid hormone and
this disease is classified into various types depending on the phenotypic and biochemical findings. The patients with pseudohypo-
parathyroidism present with the clinical and biochemical features of hypoparathyroidism, but they have an increased serum level of
parathyroid hormone. We experienced a case of pseudohypoparathyroidism in a 24 years old woman who had Graves’ disease at
that time. She had hypocalcemia, hyperphosphatemia, an elevated serum parathyroid hormone level and a normal urinary basal
cyclic AMP(adenosine monophosphate) level. She also had a normal phenotypic appearance. Therefore, she was classified as suf-
fering with pseudohypoparathyroidism type II. The clinical and laboratory abnormalities were improved by calcium supplementa-
tion in addition to vitamin D. To the best of our knowledge, this is the first case of pseudohypoparathyroidism combined with

Graves' disease in Korea. (Endocrinol Metab 25:221-225, 2010)

KeyWords: Pseudohypoparathyroidism, Hyperthyroidism, Graves’ disease

N 2
TR 5 A5 5 R S E ] e W 24 il
9 AGHOE A3 AR L HHI B RIS AZ)

FARRE ThA OVJ% EOW‘?_P @% ?—”‘”ﬂﬁi_% S7F01 9l
Z A, G 5, vgigh 55 2 92 E 59 Al
bright A4 & ©0]g%¥=(Albright’s hereditary osteodystrophy,
AHO)S 518 3971 450 2 B Egict.
422 2% W welo] uheh A b, 1%,

Received: 12 January 2010, Accepted: 28 February 2010

Corresponding author: Tae Wha Kim

Department of Internal Medicine, Hanyang University Seoul Hospital, Haengdang-
dong, Seongdong-gu, Seoul 133-792, Korea

Tel: +82-2-2290-8325, Fax: +82-2-2290-9299, E-mail: kimth@hanyang.ac.kr

Jel3 o R ERER, o] % Albright AUA F oldefEl
2 1237} 1c8o)A] LrEhLs Fejoleh. folae 7+
bright 144 2 o]dFZ=E EHlsi L} & Sul o1
o Bfetol 2= A42] 117} el ol APt 2o
Hhe 79 EEQITH-6 AAS-L 7FER AK|9] At 7
FEZS 242 U 204 o)A ATHES AR
B E 2 ERE So) 248 Ho] TdolHA
Ao 0] S5 1

O

g
gt Xk KOO, o7k, 244
A A9 A Yl ARe] F
g ez of 1d X* W71 5% gL, o
o that N BE 2wk k1 QE & 4hY ARE ARH o A}

xloﬂ A7) A% UL A7l 7o) ZAPE wkEElojgk, W=t 2
50) FAFESACL A4e] Foi olat Bud 2 o]z

http://www.enm-kes.org



QIgh QreFSAY 52 SAdke] HY 3Tt

1748 9 MR oF 1070d FAgo] glom, AT s
Slofl the el QI Bt AR gelA] dhere] Holrt Qlale
oSk, AE| Aot glort Wk Ao S Fi E

2 op9iek

7IEE: I Jola A =] Yk

FIEh AZ: Y @A) F9F 110/70 mmHg, Wl 1003]/5, 384
163]/42, A2 37.0Te| ek W FA 54 A4S Halou; 94

2 weaglon] tishe Lied] 247} itk S Ao

= 0p2 Z20] TP Mo} BEisich et Al ol 9)
= ¥ttt AR o2 3 X AH|A AL (Chvostek’s sign)Q} E

22 A3 (Trousseau’s sign)= FA0|AaL, AFR|2]

By /}_]ZP 164.0 cm, A% 42.0 kg, A QA2 15.6 kg/m?E A

Z2 Hyrk d=Fe SFAY Eo] Zol Ho|=

o WS

Olﬂ

G sorjs} Z7J9] Bo] OJALATS

o7k QloLt o] JolR QIgh wSeHE o] EAQ] Ao & A7tE]

Tk B3 51 B AN o] 2
ZAHA A stshhatol A B3 A 49 mg/dL (8.4-10.4), ©|

2.3} 7+ 055 mmol/L (1.13-1.32), @4 91 5.1 mg/dL 25-45)% A

7 s

187 W ANBZY 202 HAT, B U desE
G 474 ULR A5 R 2ol B 34 8] voll AickTable
D, A LA A ES ,ﬂ%, FRetol=} 22 139 mEg/L,

4.0 mEq/L, 107 mEq/Lo|%oH, ofIu|4 15 mg/dLO 2 AAH S
At} 24417t ARIHAL A Zh vAdRF 14 mg/d (100-300), Q1 HiA

Table 1. Results of routine laboratory examination

Laboratory test Patient's value Reference ranges
CBC

WBC (/mm?) 6,900 4,000-10,000
Hb (g/dL) 1.3 12-16
Platelgt (/mm?) 143,000 150,000-450,000 k
Blood chemistry

Na (mEq/L) 139 135-145

K (mEqy/L) 40 3550

Cl (mEg/L) 107 96-110

BUN (mg/dL) 6 7-20

Cr (mgy/dL) 04 0514
Glucose (mg/dL) 70 60-110

AST (U/L) 29 5-40

ALT (U/L) 26 5-45

Total bilirubin (mg/dL) 08 02-1.2
Alkaline phosphatase (U/L) 474 30-110

Mg (mg/dL) 15 1525
Albumin (g/dL) 32 3255
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Table 2. Results of calcium, phosphorus and parathyroid hormone

Laboratory test Patient's value Reference ranges
Serum Calcium (mg/dL) 49 8.4-104
lonized Calcium (mmol/L) 0.55 1.13-1.32
Serum phosphorus (mg/dL) 5.1 2545
Urinary calcium (mg/d) 14.4 100-300
Urinary phosphorus (mg/d) 406 500-2,000
Urinary cAMP (umol/d) 7.7 3.3-6.1
Intact-PTH (pg/mL) 193 15-65

Table 3. Results of thyroid and basal hormone profile

Laboratory test Patient's value Reference range
T3 (ng/dL) 651 80-200
Free T4 (ng/dL) >77 0917

TSH (plU/mL) <0.01 0.27-42
Cortisol (ug/dL) 10 5-20
ACTH (pg/mL) 25 10-60
Prolactin (ng/mL) 9.8 36-189

LH (mlU/L) 119

FSH (mlU/L) 79

Estradiol (pg/mL) 173

IGF-1 (ng/mL) 251 18-25A: 116-584
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Table 4. Ellsworth-Howard test

Ul-2] Ul-1] Ul+1] Ul+2]
Urine phosphorus (mg/dL) 31 30 39 47
Urine cAMP (pmol/L) 105 1122
U[-2], urine 2 hours before parathyroid hormone (PTH) injection.
U[-1], urine 1 hour before parathyroid hormone (PTH) injection.
U[+1], urine 1 hour after parathyroid hormone (PTH) injection.
U[+2], urine 2 hours after parathyroid hormone (PTH) injection.
Table 5. Dual energy X-ray absorptiometry (DXA)

BMD  T-score %T-score Z-score Y%Z-score

Lumbar 2-4 0.719 2.7 1% -26 72%
Left femur neck 0577 2.1 72% -1.8 75%
Right femur neck 0.468 -3.1 58% 2.8 61%

BMD, bone mineral density.
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Fig. 2. Bone scan image. Delayed bone image shows an increased uptake of
whole body bone.
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