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It is a hypermetabolic state caused by elevated circulating levels of T3 and T4. 
[Because it is most commonly a hyperfunction-ing of the thyroid gland, it is referred to as hyperthyroidism ]

 

 
 

 

 

 

1) Soft, warm & flushed skin.     2) Heat intolerance & excessive sweating.  

2) Hypermotility of GIT , diarrhea .  

3) Palpitation , Tachycardia. 

4) Nervousness , Tremors & irritability. 

5) Proximal muscle weakness ( thyroid myopathy )  

Related to  
1- Changes in the hypermetabolic state induced by excessive amounts of hormones. 
2- Over activity of the sympathetic nervous system.  

 

(Lacking Energy) 
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6) Lid lag , wide staring eyes & exophthamus ( in Graves )  

What causes hyperthyroidism ? 

 Graves Disease [When the whole gland produces extra thyroid hormones]. 

 Functioning adenoma “Hot nodule”  

[When a single nodule on the gland produces extra thyroid hormones]. 

 Thyroiditis. 

 Drugs “such as anti-arrhythmic drugs  

 [structurally similar to thyroxin and may cause either under- or over activity of the 

thyroid]. 

 Post-partum thyroiditis [during the year after a women gives birth]. 

 pituitary adenoma. 

 

Graves Disease: [most common cause of endogenous hyperthyroidism] 

 An autoimmune disorder in which antibodies may be present in the serum. 
  [Antibodies to : TSH receptor, thyroid peroxisomes, and thyroglobulin] 

 

-TSH receptor auto anti-bodies found in a patients serum : 

 TSI [Thyroid stimulating immunoglobulins]:  
these antibodies act as LATS (Long Acting Thyroid Stimulants), activating the cells in a 
longer and slower way than the normal thyroid-stimulating hormone (TSH), leading to 
an elevated production of thyroid hormone. 

 TGI [Thyroid growth immunoglobulins]:  
these antibodies bind directly to the TSH-receptor and have been implicated in the 
growth of thyroid follicles. 

 TBII [Thyrotropin Binding-Inhibiting Immunoglobulins]:  
these antibodies inhibit the normal union of TSH with its receptor. Some will actually act 
as if TSH itself is binding to its receptor, thus inducing thyroid function. Other types may 
not stimulate the thyroid gland, but will prevent TSI and TSH from binding to and 
stimulating the receptor. 

-Incidence & risk factors: 
 Women affected more than men. 

 Age between 20-40. 

 Genetic susceptibility: 

1. presence of  HLA-B8  

2. Presence of  DR3 

3. Presence of CTLA-4 (cytotoxic T-lymphocyte-associated-4 gene) 

 

 

http://en.wikipedia.org/wiki/Immunoglobulin
http://en.wikipedia.org/wiki/Thyroid#Histology
http://en.wikipedia.org/wiki/Thyrotropin
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-Etiology: 

Presence of anti-TSH receptor  [ long-acting thyroid stimulator (LATS) ] , an IgG antibody 
that binds to the TSH receptor and mimics the action of TSH, stimulating adenylcyclase 
increasing the release of thyroid hormones. 

 

 

-Symptoms & signs:  
1) Hyperthyroidism Due to hyperfunction. 

2) Diffuse enlargement of the thyroid. (It is not LOCALIZED !!!)  

3) Infiltrative ophthalmopathy with resultant  exophthalmos. 

4) Localized, infiltrative dermopathy [ pre-tibial-myxedema] 

 

 

 

 

 

-Histopathology:  

 

 

 

 

 

 

 

 

 

-How to Manage ?  

1-Normalize Thyroid Hormones ( Anti-Thyroid Drugs ) 

2-Operation. 

 

 

1-cells Lining the follicle : 
-Increase in number and size. 

-Arranged in a pseudo papillary appearance  

 
2- Scalloped appearance : 

o Crescent shaped spaces between the epithelial 

cell and the margin of the colloid all the way 

around the circumference. 

o Indicative of a hyperactive lining epithelium 

because the colloid is actively absorbed by 

the enlarged pseudo papillary projections of 

the lining epithelium. 
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