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Table 1. Biochemical and clinical analyses related to our patient’s autoimmune thyroid disease over four years

Clinical 
examination

Thyroid function tests

CAS VISA 
Visual 
Acuity

Hertel 
Measurements 

(mm)

TSH
(uU/mL)

N: 0.35-4.50

Free T4
(ng/dL)

N: 0.89-1.76
Anti-TSH-R

N: <16%
TSI

N: 0-1.3 

Anti-TPO
(IU/ml)
N: 0-9 

Tg
(ng/ml)

03/2008 (Initial) 0.81 1.15 - - - - - - - -

06/2008 (Referral) 0.035 1.7 44 - 9 - 2/7* 3/8** L: 20/25
R: 20/20

L: 21
R: 20

10/2008  
(Post-
thyroidectomy)

>100 0.2 30 - 13 2.3 - - - -

01/2009
(Post-RAI)

40.80 - 25 - 9 <0.1 - - - -

08/2009  
(Post eye surgery)

0.573 - 27 - - <0.1 4/71 6/81 - L: 26
R: 25

12/2009 0.087 - 5.42 - - - - - L: 20/25
R: 20/25

-

07/2010  
(Post left eye 
surgery)

0.136 - - 2.5 8 <0.1 - - - -

02/2011 1.550 - 3.14 3.2 - - - - - -

08/2011 0.44 - 2.09 1.9 - - - - - L: 20
R: 20

04/2012 0.36 - - 2.0 - <0.1 3/7 4/8 - L: 20
R: 20

* positive only for chemosis and eyelid edema, ** 2 points for chemosis and 1 point for eyelid edema
1these moderate to high scores may represent an initial increase in orbital inflammation due to trauma caused by eye surgery
CAS: Clinical Activity Score; VISA: vision, inflammation, strabismus, and appearance/exposure score, Tg: thyroglobulin. 
Thyroglobulin antibodies were undetectable (<20 IU/ml and <1.8 IU/ml) throughout her course of treatment from 2008 to 2012.

her diplopia continued to worsen and decompres-
sive eye surgery was performed. She returned to 
our clinic for follow-up one month after surgery. At 
this time, her TSH was within normal limits, while 
TSH-receptor antibodies and Hertel measurements 
remained elevated (Table 1).

The decompressive eye surgery was successful 
for only a short period before the patient’s condition 
worsened again, possibly as a result of surgical trauma 
to the orbit. She returned to us for another follow-up 
appointment six months following eye surgery. Visual 
acuity at this visit was stable (Table 1). No edema, 
pallor of the optic nerve or color vision errors were 
present. The patient noted worsening diplopia in her 
left eye and was scheduled for a second eye surgery. 

Figures 1E and 1F show the patient’s GO on this visit. 

We discussed intravenous glucocorticoid therapy 
according to the Kahaly protocol28 and radiotherapy 
but the patient was not in favor and, instead, under-
went a second surgery on her left eye and returned 
for follow-up four months later. Her clinical presen-
tation had improved at this visit and she noted that 
her diplopia had resolved. Figures 1G and 1H show 
her GO four months after left eye surgery. Table 1 
shows laboratory studies drawn at this time. 

We continued to monitor her GO and maintain 
surveillance for PTMC by regular follow-ups, serial 
thyroid function tests, serum thyroglobulin levels, and 
thyroid ultrasound examinations. We evaluated the 




