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Diagnestic Problems in Thyroid Disease
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Table 1. Comsmon sourse of diagnostic
difficulty in thyroid disease

Hyperfuntion or hypofuntion of mild degree.
Iodide contamination. _
Anormalies of thyroxine binding proteins.
Unusual T3/T, ratio.
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Factitious hyperthyroidism.
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Table 2, Borderine Hyprethyroidism

Patients with equivocal symtoms and borderine
thyroxine value(T; Murphy-Pattee method)
Diagnostic and confirmatory methods of borderine
hyperthyroidism.
1. Radioactive iodine uptake(R IU)
PBI and BEI are indirect measure of
circulating total T4
I, Ts suppression test if RAIU is not elevated.
exclude hyperthyroidism if normal response
III. Reevaluation 2-months later without any
treatment if T3 suppression test is not diagnesis
IV. Triiodothyronine (T3) radioimmunoassay
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Table. 3 Factors affecting 3! uptake

Factors increasing 33!I uptake

1. Influenced by increased thyroid hormone
synthesis.
1D Hyperthyroidism.
2) Response to the defciency of thyroid hormone.
- Recovery from the supprersed state of thyroid
gland.
- recovery from the subacute thyroiditis
. Antithyroid drug.
3) Loss of Excessive thyroid hormone.
- nephrosis.
+ Chronic diarrhea.
- soybean. ‘
II. Not influenced by increased thyroid hormone
-synthesis.
1) Iodide deficiency
- Exeessive loss.
2) Defect in biosynthesis of thyroid hermone.
Factors. decreaeasing ¥I uptake,

1. Influenced by decreased thyroid hormone synthesis
1) Primary hypothyrodism
- hypothyroidism due to deficiency of thyroid
hormone
- antithyroid drug
- Hashimoto’s thyroiditis
- subacute thyroiditis
2) Secondary hypothyroidism
- hypothyroidism due to deficiency of thyroid
homone
- ectopic thyroid hormone
II. Not influenced by decreased thyroid hormone
1) Increased Iodine intake '
- food or drug
« heart failure or renal failure
2) increare of thyroid hormone secretion
- very severe hyperthyroidism
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Table 4. Factors that alter the value of thyrox-
ine binding Globulin(TBG)

1. Facors that increase TBG

Pregnncy

. Neonatal state

Estrogen and hyperesterogenic state
Oral contraceptive

. Acute intermittent porphyria

. Infectious hepatitis
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. X-Iinked dominant genetic determifxation
II. Factors that decrease TBG

Androgenic or anabolic steroid

Large dose of glucocorticoid

Acromegaly 4. Nephrotic syndrome
Cirrhosis

Major illness

X-linked dominant genetic determenation
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Table 5. Disorders associated with divergent
serum T, and T; concentration

I. T; toxicosis

II. T3 euthyroidism
- Such as Graves'disease during treatment by
radioicdine and Hashimoto's thyroiditis
- Low T4, norma! TSH and TBG
Increased serum T3 F.IA to maintain
euthyroid

ITI. Endemic goiter (such as in iodine deficiency)
- Low serum Ty level, increased TBH
Hi_gh serum T3 RIA
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Table 7. T; Thyrotoxicosis

+ Unequivocally thyrotoxic (increased BMR, abnormal response to T3 suppression test) with

normal T, normal TBG, elevated T;3/T, ratio.

- Especially in multinodular or diffuse toxic goiter, thyroid adenoma and recurrent or initial

hyperthyroidism.

- Study of thyrotoxic patient with normal thyroxine level,

1. Repeat total and free T, level to rule out laboratory error.

. Confirm clinical impression of hypermetabolism by BMR.

. Exclude non-thyroid causes for incresed BMR.

2
3
4. Palpate the thyroid carefully.(enlarged?, firm?)
5

. Measure the serum T3 RIA and TBG for exclude binding abnormally is not a reason

for normal T, level.

6. T; suppression tert.

Table 6. Sitnation associated with changes in the serum T,/T, ratio

A. Increased T3/T,

1. Hyperthyroidism present (T3 thyrotoxicoris), PBI or T, value normal or low:

a. Graves'disease
b. Toxic adenoma

c. Administration of large quantities of T,

2. Euthyroidism present (nomal to elevated serum Tj levels)

a. Spontaneous

b. After therapy for hyperthyroidism

c. Jodine deficiency (especially endemic goiter areas)

d. Administration of maintenance quantities of T,

B. Decreased T3/T4

1. Administration of T, (although some T, is converted to Ts the serum ratiois relatively

low)

2. Spontaneous (none known)
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Table 8. Factitious hyperthyroidism

- Thyrotoxic state by self-administration of
thyroid hormone
- Hypermetabolisn without ophthalmopathy, nail
change, pretibial myxedema, goiter
- Hyperthyroxinemia, RAIU blocking, absence of
evidence of functioning ectopic
thyroid tissue, good response to TSH
 stimulation test,
+ T4 administration: increase Ty decrease Ty

Ts administration: increase T;. decrease T,
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6. Factitions hyperthyroidism
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