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Wt. 56.2 kg. PR 120/min  BP 160/70 mm Hg
fine tremor of both hands
“lid lag” present
Limbs : no wasting, no fasciculation
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Upper: deltoids 2/5 2/5

biceps 4/5 4/5
triceps 4/5 4/5
wrist ext. 5/5 5/5
wrist flex 5/5 5/5
finger ext. 5/5 5/5
finger flex. 5/5 5/5
Lower: hip flex. 2/5 2/5
quadriceps 4/5 4/5
DF 4/5 4/5
DTR's
SJ ++ ++
BJ ++ ++
TJ ++ ++
KJ - -
AJ + +
Plantar Response ,L ,L
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287197008 serum K ausiien1s A15N1 ECG WaTlan1s®ms3a Thyroid
Function
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serum K' 2.8 Na' 144 Cl 108 Co, 19.3
Serum Free T, 4.9 Ug/dl (A1UN@ 1.0-2.8)
Ts 403 pg/dl  (A1Un@A 90-250)
TSH < 0.0056 mU/L (0.49-4.67)
Hb 15 Hct 48 WBC 11400  Platelets 214000
FBS 123 Cr 0.8
ECG ¥ sinus tachycardia HR 115/min  WazH non-specific ST-T abnormality
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