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Mo 48 A SRIEHE | o B 5h > TIRIR AL TLIE G hoid B89 AR > T’Tﬁé:&ﬁk rvﬁLf% 12 ik b
BAEIK o RPVBE— 2P FFH AR BORBEGER KRS » RABRBERA S0 mkR
THEACE BT BT R TR TIE - RAEIBRIHE WEBOREEEEEREK
Zo MABREBERLH RS BRBAARE  AHNF—RERRT HRH 055 (124
mg/dL ) » 2 < 3] T 4RAR 7 & R (intact parathyroid hormone ) #4944 5 32 pg/mL ( £ $£8 : 10-
60 ) » M TR BKR A RE e b5 f ERA MY T FE - B3] AR 2GR R
BB RAFE SH At (140-150/min ) ~ B 836.9°C ~ R TKAAE X T A » AR5 % 7%
&2 45 (10.5mg/dL ) & % A7t & & & (BUN: 78 mg/dL, creatinine: 1.8 mg/dL ) » 7 #kA% 5 fedk
B 88 7 TSH: <0.03 «U/mL (£ 44 : 0.35-5.5) » T3:665.12ng/dL (80-190) » FreeT4: 9.8ng/dL
(0.7-1.8) 414 7 Ik A% AE U3 4 2 AR propylthiouracil #: 6 +J~8¥ 200 £ 3¢, » propranolol & 6
JNBF %40 %60 £ % 0 #HHE Z Lugol's solution 3 £+ 8 X 3% » ##BkiE 4 hydrocortisone #: 6 )~
100 £ 5t RAZRBEMASEHE - OB BEBTHE, 5 :iﬁx*%rééﬁﬁlé%i/%/?;i%’ ’
Lugol's solution & hydrocortisone 4% # v X 4% Bp4% A » R Ae 4y 69%) & RZ $wY » H LR
BAaSERETREY > BELA AL BRERFT R EFZIREST T «‘%ﬁz AR 38 HE & A
BRBEE W EMSEORBRIAE LSRR AR H0s5E ZEAN [ FIRR AT
Bl B —FRGRET FHRBROTERL RGEG R > &L [ FTHRRERL] BERAH
B REA > MAHZE [FHRBREREGE -

REiR T : B ARIRES AE ( Thyrotoxicosis )
FRYR IR TUE ( Hyperthyroidism )
EiX (Coma)
= [M#5 ( Hypercalcemia)
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BRRNA PR S gite At d AR B b IE s - R T
gefafth - (HREMh ) 4E B BRI VE LME: B 1L
FARE KA B 7 — 2 B be - Al s B ity B8
7~ * BUN: 77mg/dL, creatinine: 1.8 mg/dL, Na: 145
mmol/L, K: 6.1 mmol/L, calcium: 12.4 mg/dL ( 1E
#{H : 8.2-10.5), phosphorus: 5.4 mg/dL ( 2.1-4.4
), total bilirubin: 1.6 mg/dL ( 0.2-1.3), GOT: 39 U/L
(5-35), GPT: 52 U/L ( 5-30), NH3: 28 xmmol/L
(6-47), CPK: 112 IU/L, glucose: 90 mg/dL, LDH:
153 U/L, cholesterol: 168 mg/dL, triglyceride: 167
mg/dL, uric acid: 14.8 mg/dL - I 22 4% Bk SR
B WBC: 4650/ 1 L ( N: 37.6%, L: 48.2%, Mono:
11.6%, Eos: 2.2%, Baso: 0.4% ), RBC: 5.09M/ 1 L,
Hb: 13.8 g/dL, Platelet: 151K/ xL o fhiliZe HE{E

Be - BERIN &t 5 857 LU R /K 7E Al R
Fl v - AR &l AR 1] B ((intact parathyroid
hormone, I-PTH ) AY{#E:E 32 po/mL ( [EF#iE :
10-60) - {EBERY 25— K m #5 f# £10.2 mg/dL »
{Ef%AR STt > T LAt Y =38 Al R B 16 R
B2 At % R R s B AR -

PR 232 =1 - BE 2R EXRIREE » Hie
R S ~ BU B R RS P I - WIS e 28T LA
TEM b2 47 B (E #E i > SRR EETE3V2MS -
B AR - 02 ¢ 150/min o IPIREEZR
14/min 5 MEE @ 172/99mmHg » —/ I\ =147 ##
% B AR 134/74 mmHg ; #4150 36.9 °C 5 [
HIREEFLEE REDE R FE R BHNIR 5 SAAR
n] LR RS 30 2 B K s L i bR B g 32 R i
PR O] Rk 52 1 HL 5 R JE KA 4 ) 5 R R RAR
PURCES TG & - RIS LA A B &)
(fasciculation) FYIRGR - AL EREER © calci-
um: 2.62 mmol/L ( 2.1-2.55), ionized calcium: 1.4
mmol/L ( 1.12-1.23 ), BUN: 78 mg/dL, creatinine:
1.8 mg/dL, Na: 144 mmol/L, K: 4.9 mmol/L, NH3:
64 »mol/L, GOT: 74 IU/L, dbumin: 3.5g/dL, total
protein: 7.2 g/dL. BRI R 34 i85 © pH: 7.393,
PaCO:: 45.4, (HCO:s ] : 28, PaOz: 151 - [k 24
5 WBC: 5410/ «L ( neutrophil: 45.8%, lym-
phocyte: 41.8%, monocyte: 9.8% ), Hb: 13.7 g/dL,
Platelet: 132K/ L -

{RERRAE B G AFF - FRAMER S TARIR Tt e £
TR R > S #S IR 2 TE - BBk 8 2SI
o WMGEMEENE R F > Sohbimbs T IR 2
BE » SR 44 T AR propylthiouracil 200 mg Q6H,
propranolol 40 mg Q6H, diluted Lugol's solution 3
c.c. TID, &Rt &% hydrocortisone 100 mg Q6H, &
KEFREEHTT - BT REEERE - B ROk
AR E110/min - 5 =K MR E 2.25 m-
mol/L » %5 =K propranolol {7 & = £]60 mg
Q6H - {H.LEGHARFE £ 100/min » HARIR DikE
o Bt B A% ¢ TSH:<0.03 2 U/mL ( IE#1{H : 0.35-
5.5), T3: 665.12 ng/dL (80-190), Free T4: 9.8 ng/dL
(0.7-1.8) o HRAREEE ¥ o R £ 00 18 14 K
FARR & - B & K A] 32 B S & i K KE
( Graves' disease ) - AFitgfas 1-PTH fff5 46
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po/mL ( EFME : 10-65) o 2% 4 an fEAHEF53
% » hydrocortisone & diluted Lugol'ssolution 4 &
AN » 555K » BUN fEF£535 mg/dL - i
creatinine 1.0 mg/dL : Bk » calcium % 2.14
mmol/dL - {H{y & NFE IR B
R LR RN - 5/\ K Free T4: 2.57
ng/dL ; T3:75.7 ng/dL - BERESR (HAE 5 H g
WAL =R 2GR - JER B T #i0k E
B+ {H HARERAE & 2 /R AR ] Hsaik A RS
% » H[H propylthiouracil 7 & Z Wi £ 100 mg
TID - %4518 Hiibe - % T propylthiouracil
100 mg TID J¢ propranolol 10 mg TID -

i Bet B A R 232 = X SIE A
YR8 » T LARERY - 128 MR EE - JMFHE R
¥ propylthiouracil 100 mg TID J; propranolol 10
mg TID o HAM 3t &M H 24 T e
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f& ( decompensation ) » M LIZET VR HER TS
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£ HiBEAL (confusion) ~ &% (delirium) ~ &
H%#) (agitation ) ~ D2 (stupor ) ~ FeEs K ( co-
ma) ~ &1 k5 IR IEIR ( psychosis) MYk ” o &
WA B s IR T K0 /Y B EE IR REE R
TUAERTIR I > (P RIS B2 R AR LAY IR it fa R
(thyroid crisis) (4RI A &R 1Y LAsE =B B Eh (irri-
tability ) FKIE ( KGNS EEE 0 ) - KM Bl
[P RS 22 P85 24 1 ( thyrotoxic coma ) 33 1+ #d
o HREBEAVE AN MEMAG - aRth a2
Hlds DL TESK (coma) J ZSERAY K A, 2 0
B - ELF I e B H 8 BRI s DL T B

2K (coma)l B¢ TES (apathy )1 FEIRMY FIARR
JBFIREI » LUSER PR —E o Nl HERS
MEsk 80 MEsiy Hi2 THRRER ) /0
[ ORGSR fft eese 1 Ry —REZRIR - VR B
T EM R AR R o BADERIRHIFZRAYE © M
SR 5 R 5 DU KRS B TR KRR 5
Bl (KRB EE AR » MR EHE  WHIE—
BIORUR T IR AU, 22 3R o BfESR & 577 v 28 SR RE
MR- Fe fBg BIRE 55 KA EAR » {H LUERE #5 1Y SHE
RE » A1 H B B HF H s H o= 3 28 R
b+ 11 AR A RERR 7 B AR IREE Y ) i A 1A TR -
T SRR ERIIE R TR RE T 1 - LAER
RFIRMN T » H.OBLZ#E » 15 5l 28O - E
AR B 1 s s 3 LE - IR 2 (bbb 23R &
M5 REriE RMEFGFH.Z EERREZ
[ AR FE ( thyrotoxicosis ) | 38R » L TR
Rz 1 2l IR AT s MEE RS - B
B L THARIRESE 2K ( thyrotoxic coma) &
Z o BB R EE ? B RN R -
Fl ~ JMEZF{E AL R (precipitating factor ) » 0]
RE R AR BT HE AR TS ~ — BRIRF TRy B L&
MR D ~ RIE 2T - 0 F AT —{ERE B AR RE IR
K FHFE 2 500 Z Al 1 AR R B O] 6. ASRIY 38K A

B ARy TSk Rat LIZZEN « FEmE
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propranolol K& » DMl A] 52 80-120 mg Q6H »
Rt PR Y LA ST LR 38 At m] DAk 2=
Ll TR E IEES M T4 RS S T3 MEM -
ICANE o= E) ~ FERUEAR ~ BER}  IHE - S8k

Bt e o R AR B 80 o] LUFE O AR R A
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Thyrotoxic Coma

Shih-Tang Yan, and Chin-Sung Kuo

Division of Endocrinology and Metabolism,
Department of Medicine, Buddhist Dalin Tzu Chi General Hospital

Mental changes are common in patients with thyrotoxicosis. These changes are usually mild, such as in-
somnia, poor concentration, anxiety and emotional lability. Severe cases, such as coma, are rare and usually
happen in "thyroid storm" according to previous literature. The diagnosis of "thyroid storm" is a clinical one, which
the cardinal criteria are high fever, severe tachycardia, gastrointestinal dysfunction and central nervous system
dysfunction. Besides, as a consequence of acceleration in bone resorption, hypercalcemia may occur in thyro-
toxicosis. However, the patient is rarely symptomatic due to the hypercalcemia. Herein, we report a middle-aged
male who visited doctor firstly due to nausea and vomiting. Later on, hypercalcemia was found. Hyperthyroidism
was not diagnosed until his condition deteriorated to coma. This 33-year-old man visited some hospital firstly due
to nausea and vomiting. The endoscopy disclosed peptic ulcer. His symptoms did not improve after treatment.
He visited another hospital where hypercalemia (12.4 mg/dL) was found and intact parathyroid hormone level
was 32 pg/mL (normal range: 10-60). Consciousness became unclear though the hypercalcemia was amelio-
rated by normal saline and diuretics. He was in status of coma while arriving at our hospital. Physical examina-
tion revealed severe tachycardia (140-150/min), body temperature 36.9 “Cand visible diffuse goiter. Laboratory
data revealed mild hypercalemia (10.5 mg/dl) and prerenal azotemia (BUN: 78 mg/dL, creatinine: 1.8 mg/dL).
Thyroid function test revealed TSH: <0.03 ;- U/mL (normal range : 0.35-5.5); T3 665.12 ng/dL (80-190); and Free
T4 9.8 ng/dL (0.7-1.8). We treated the thyrotoxicosis with oral propylthiouracil 200 mg Q6H, propranolol 40 then
60 mg Q6H, diluted Lugol's solution 3 c.c. TID, intravenous hydrocortisone 100 mg Q6H, and a lot of fluid. Heart
rate slowed down gradually. The serum calcium level checked on the third day was normal. Lugol's solution and
hydrocortisone was discontinued after 4 days of use. The dosage of other medicine was decreased gradually,
too. The serum calcium level on the 7" day was normal, too. He recovered his consciousness after 7 days of co-
ma, but was confused for another 3 days before completely clear. There was no neurological sequela while seen
after discharge. By the response to treatments, we thought the manifestations and hypercalcemia were attribut-
ed to thyrotoxicosis. This is a rare case of coma resulting from severe thyrotoxicosis, which nearly reached "thy-
roid storm", that was atypical because there was no fever. So we name it "thyrotoxic coma". (J Intern Med Taiwan
2007; 18: 201-205)
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