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FATAL MYXEDEMA

Case # |. _ Myxedema Precoma and ASHD.

This 75-year-oid man was first seen in the DCHD system in Bl of 1965 when he was ad-

mitted To |- -is rrevious history included the following events:

1961 - "light heart attack"
1962 =~ digitalized for uncertain reasons

. 1965 - ran out of digitalis

1965 - developed orthopnea, PND, angina, and edema; admitted to a local hospital
in congestive heart failure with acute pulmonary edema and hemoptysis, The diagnosis
was CHF and pneumonia. Discharged on a low salt diet, nitroglycerine, and digitalis.

Following this admission he did not adhere to the low salt diet. The shortness of breath
and epigastric pressure returned, followed by the reappearance of edema and weight gain. At
the time of admission q 1965) he had a BP of 130/90, distended neck veins, bilateral rales,
a galiop rhythm, and I+ edema; EKG revealed a LBBB; VP was |0 cm; CBC and urinalysis were
normal ; the chemistries were normal except for a CO> of 32. X-ray revealed old fibrosis
of the right lung and a slight degree of cardiomegaly.,

The diagnoses were: 1) ASHD with an old MI, CHF, and LBBB, 2) oid pulmonary fibrosis,

Although the dyspnea responded to IPPB and digitalis therapy, he did not lose weight,
despite aggressive diuretic therapy. Gall bladder and upper and lower Gi series were all
normal . He was discharged on digitoxin, NTG, NH Cl, and tincture of belladonna to be followed
in the OPD. It is interesting in retrospect that his temperatures varied from 96° to 99°
(oral) during this hospitalization.

During his first clinic visit it was noted that the relaxation fime of his DTR's was
suggestively slow. He was still edematous, dyspneic, and had bilateral rales. T4 by column
was |.2 ug#. The reason for his failure to respond was thought to be the combination of myxsdema
and ASHD. Because he gave a history of an increase in the frequency and intensity of anginal
attacks (which were characteristic and which were promptly reiieved by NTG) it was decided to

readmit him to the hospital on | 5.

At the time of admission he was noted to be a lethargic man with a temperature
of 987, lateral thinning of the eyebrows, |emon yellow coloring of the skin, a hoarse voice,
bilateral moist rales, peripheral edema with only faint pitting, and very slow relaxation
times. CBC was normal; urinalysis normal except for a trace (30 mgm%) of protein. BUN 32;
002 33; Cl 95; Na 139; K 4.,2; chol, 308; liver battery normal; VP I3; FSH 16=50 mu (normal);
I770H = 8.0 mg; 17 KS 10.2 mg; 1131 uptake 2.4%, rising to 4.4% after 3 days of TSH. EKG
demonstrated LAD, LBBB, and PVC's.

Initial therapy consisted of digitoxin, peritrate, metahydrin, and KCI, He was noted in
the hospital to have anginal attacks daily on exercise. His course can be schematical ly sum=
marized as follows:
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Thyroid Therapy Minimal Temperature (oral)

0.0125 mg |=thyroxine 97°

' 4
0.025 mg I=thyroxine 96
0.05 mg |=thyroxine 95°
0.05 mg |=thyroxine 965
thyroxine decreased to 0,025 97°
mg/day
0.025 mg |=thyroxine 95°
0.025 mg |-thyroxine 980 (R)
0.025 mg |=thyroxine 101°(R)
Therapy changed to TIT 978
(10 pg for one dose and
5 ug q 6 h thereafter).
Penicillin and ampicillin
therapy began,
TIT 5419 q 6 h 998

No t in chest pain

Severe, 15 min chest
pain

Severe 60 min chest
pain, requiring MS
for relief

Although no unequivoca
evidence evolved for a
acute Ml , he deveioped
increasing pulmonary
congestion (VP 2| cm;
CT 60 sec) and con=
fusion.

Obtunded; given
mercuhydrin which was
followed by a diuresis
and decrease in his |
venous pressure (15 cm
Mentation improved. |
Bilateral raies presen

and somnolence; temp.
elevation attributed
to urinary tract in-
fection, Marked anoxi
(80% saturated; pH
7.33) and difficulty i
handling secretions.
Tracheostomy was per=
formed, and on |PPB
half=time he was fully
saturated and had a pH
of 7.48 and a COp of
34 mEq.

Increasing confusion |
|
|
|

Chest thought to be
clearer, still somnole
no change in EKG.

More alert; able to si

up in bed and eat; no
edema, Neck veins les

distended. Denied che
pain.

8 p.m. found dead in b
no autopsy.
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Case # 2., _ ‘Heart Failure Due to Myxedema?

This 32~year=cld woman was first seen in the hospital in of 1961 with typical findings
of hyperthyroidism. The PBI was 10.9 and the RA| uptake was 59%. She underwent thyroidectomy
and subsequently developed muscle irritability which was controlled with calcium jactate. She
was seen in the surgery follow=up clinic still symptomatic and was to be continued on calcium
and vitamin D. She was subsequently lost to follow=up.

in Il 196! and again in - 1963 she was hospitalized for incomplete abortions.
During the 1963 admission she was noted to have a PBl of |.0 and a cholesterol of 365 mgm% ,
but she was again lost to follow-up.

in 1964 she again became pregnant and was followed by a local physician who gave her thy-
roid replacement therapy, which she discontinued following the birth of her child in Nov. She
was able to breast feed the baby successfully. During the succeeding 3 months she developed pro-=
gressive lassitude, dyspnea on exertion and orthopnea, and a coarseness and dryness of the skin.
She came to the EOR where she was found te have ascites, pieural effusion and peripheral edema.
PBI 1.4; Ca 5.8, P 7.3, 113l uptake 2.2%, BUN 17, EKG low voltage with nonspecific ST and T wave
changes. She refused admission. L=thyroixine (0.l mg), vitamin D, and Ca lactate were pre-
scribed, but during the ensuing 2 weeks the signs and symptoms of CHF worsened, and she was ad=
mitted from the EOR on [J-65.

P.E. on admission revealed a BP of 100/60, P {00, T !006, R 36. She was markediy tachypneic
and had bilateral pleural effusion, cardiomegaly with no murmurs, ascites, and gross peripheral
edema up to the level of the sacrum. Venous pressure was 42 cm. CBC and urinalysis were normal .
Pleural effusion had a SG of 1.0l12 (|.8 gm% protein), and ascitic fluid had a SG of |.0l4
(1.9 gm% protein). BUN 12; COy, 23; CI 109; Na 139 K 4.9. Chest X-ray revealed gross cardio-
megaly with bilateral pleural effusions and diffuse infiltration suggestive of pulmonary edema.

The initial course was very stormy. Following a thoracentesis (1000 ml) she developed
acute pulmonary edema with a frothy pink sputum, a gallop rhythm (i30/min), and a decrease in
blood pressure. She was given morphine with a temporary symptomatic improvement, and two at-
tempts at pericardiocentesis yielded no effusion but did enter both left and right ventricles. |
She was thought to be moribund, and the CHF was treated with digoxin, thiomerin, rotating tourni-
quets, tracheostomy with IPPB, and levophed. Peritoneal dialysis was also begun.

During the next 24 hours she improved markedly. There was a 3 liter diuresis and she had
2 liters of peritoneal and thoracic fiuid removed and lost | 1/2 liters by peritoneal dialysis.
The rate was slow, and she had only occasional rales. She continued to do well, despite the
temporary reaccumulation of pleural fluid, The heart decreased markedly in size, and she was
discharged on 2-28-65 with a VP of 7 cm and clinically asymptomatic. The heart was still en=
larged. Her discharge medications included digitalis, thyroixine (0.2 mg), vitamin D, and Ca
lactate,

By ” 1965 chest X=-ray revealed only mild cardiomegaly and no edema. EKG revealed
a 30° shitt o e axis to the right and increased voltage. PBI 5.8, P 5.2. By [65

the cardiac silhouette was normal in size. She was clinically euthyroid. The last PBl and
serum Ca were in the low normal range.
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Case # 3. I /cdrena!l Crisis in Secondary Hypothyroidism Precipitated by
Thyroid Therapy.

This 68~year=-old [l woman had a Cesarean section performed at age 19 for uncertain
reasons and had marked post partum bleeding requiring transfusion. There was no subsequent
menstruation and no regrowth of the shaved pubic hair. She was admitted fo - during the
influenza epidemic of 1958 with post=influenzal pneumonia, coma, and a temp. of 105°, The
above history was not obtained. Blood chemistries and blood pressure were normal, No patho-
gens were cultured, and she was treated empirically with hydrocortisone (200 mg on Day |,

100 mg on Day 2, and 80 u ACTH/day thereafter) and penicillin, She improved dramatically
and was discharged asymptomatic 5 days later.

in a follow=up visit in the OPD in 1960 it was noted that she was clinically myxedematous,
(thinning of the lateral eyebrows, slow movements and mentation, and thick, coarse dry skin).
el uptake 3.5% PBl 4 ug%, and serum cholesterol 250. She was consequently readmitted for
diagnostic workup:

TSH Stimulation Test # | 1131 uptake 3.5%, rising to 15.7%
# 2 ’ (131 yptake 0.2%, rising to 6.2%
EKG RBBB Chol . 205, 280
CBC and Urinalysis WNL FBS 46, 95, 110
PBI = 4.0 Electrolytes normal
BEI = 3.0
ACTH Stimulation Test Day | 2 3
|7 Keto 2.1 2.7 3.9
17 OH 1.0 2.8 5.3

The first TSH stimulation test was interpreted as spurious due to previous ingestion of
SSKI; the second test was interpreted by the medicine service as negative. |t was decided
that her history was probably unreliable, and she was started on thyroid extract 0.5 grain
per day, increasing to | .0 grain per day 12 days later.

At first she appeared to do exceedingly well, becoming much more alert. Ten days after
the dose of thyroid was increased she was noted to have become much more lethargic to the
point that she refused to get out of bed. The electrolytes and BP remained normal. She was
given one injection of 25 mg Solu-Cortef IM with no obvious response, and during the next
four days she lapsed into coma and died. BP, femperature, and chemistries were normal the
day before death.

Autopsy revealed: |) postnecrotic scarring of the pituitary, severe, 2) atrophy of
the thyroid, 32) surgical absence of the uterus, tubes, and ovaries, 4) atrophy of the
adrenal cortex, and 5) myocardial fibrosis and pulmonary edema.
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HYPOTHETICAL COURSE OF MYXEDEMA (AFTER MEANS)

8-
PBI
6-
4-
o]
BMR

COURSE OF THE DISEASE
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Relationship of Body Temperature During Coma and Mortal ity Rate
in 66 Cases of Coma in Myxedema
(Forester)
Temp . ,F. No. Patients No. Survivors Mortal ity Rate, %
< 85 10 0 100
85.1-98.6 44 I3 70
98.6+ 12 7 42
Relationship of Treatment with Thyroid Hormone and Mortal ity Rate
in 83 Cases of Coma in Myxedema
{(Forester)
Preparation No. Patients No. Survivors Mortality Rate, %
Thyroid substance 12 2 83
L-Thyroxine 20 4 80

Triiodothyronine 31 14 55
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Distribution of Patients According to Age; Sex, and Mortal ity Rate

in 77 Cases of Coma in Myxedema

(Forester)

Age, Years Women Men Total
10-20 0 I |
21-30 I I 2
31-40 I I 2
4{-50 5 4 9
51-60 10 3 13
61-70 25 5 30
71-80 12 I I3
81-90 5 0 5

Unknown L b e
60 17 77
Survivors 18 8 26
Deaths 42 9 51
Mortality rate 70% 53% 66%
Range of Blood Chemical and Urinary Steroid Values in 77 Cases
of Coma in Myxedema
{(Forester)
Constituent and Normal Range No. of Below Above
Patients Normal Normal Normal
Serum electrolytes
Sodium, 39 17 18 4
136-145 mEq/L (3) (6) (2)
Potassium, 39 31 3 5
3.5-5.0 mEq/L (8) (2) (n
Chloride, 34 N 23 0
97-106 mEqg/L. () (9) (0)
Calcium, 2 2 = -
9-11 mg/100 ml (0)
Urinary steroids 9
|7-ketosteroids, 0.6 to 10.7 mg
5-15 mg/24 hr
I 1-OH corticoids, 0.2 to 10.3 mg
4-9 mg/24 hr
Fasting blood sugar 23 18 4 I
70-126 mg/100 ml (3) (1) (0)
Serum carbon dioxide 28 10 9 9
23-27 mEq/L (3) (2) (5)




Comparison of the Characteristics of Congestive Heart Failure and of Typical

"Myxedema Heart"
(Raab)

Venous pressure

Pulmonary congestion

Hepatic congestion

Dependent edema

Orthopnea

Tachycardia .

Circulatory volume

Capillary permeability
isolated pericardial effusion

Protein content of serous effu-
sions

Basal metabol ism
Efficacy of digitalis
Efficacy of diuretics

Therapeutic efficacy of thyroid
hormone

Congestive Heart Failure

Increased
Present
Present
Present
Present
Present
Increased
Normal

Rare

Low
High
Good

Good

Nil

Myxedema Heart

Normal

Absent

Absent

Absent or moderate
Absent

Absent

Decreased
Increased

Common

High
Low
Nil

Ni l

Good
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