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Guidelines for the Postoperative Treatment of Thyroid Cancer:
Levothyroxine and Calcium/Vitamin D Supplements

Jeonghoon Ha and Dong Jun Lim

Division of Endocrinology and Metabolism, Department of Internal Medicine, Seoul St. Mary's Hospital,
College of Medicine, The Catholic University of Korea, Seoul, Korea

Thyroid hormone replacement is required after surgery for thyroid cancer to manage postoperative hypothyroidism and for thy-
roid-stimulating hormone (TSH) suppression therapy. However, considering the increased risks of cardiovascular disease and os-
teoporosis as a result of excessive thyroid hormone administration, it is necessary to maintain the correct dose. This requires pre-
scription strategies tailored to the patient’s individual TSH goals by assessing the risk of recurrence, response to treatment, and risk
factors for thyroid hormone therapy. In addition, if hypocalcemia is observed or symptoms of hypocalcemia are detected post-
operatively, calcium and vitamin D should be administered to improve the symptoms and maintain serum calcium levels within nor-
mal ranges. (Korean J Med 2017;92:245-250)
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Table 1. The goal of TSH suppression before and during follow-up after total thyroidectomy for low-risk patients

Risk stratification® Initial TSH goal, mIU/L

TSH goal during follow-up, mIU/L

Low risk 0.5-2.0° Excellent response 0.5-2.0
0.1-0.5° Biochemical incomplete response 0.1-0.5

Structural incomplete response <0.14

Indeterminate response 0.5-2.0

The target TSH level is 0.5-2 mIU/L during follow-up in low-risk patients who have undergone lobectomy.

TSH, thyroid stimulating hormone.

“Risk stratification system suggested by America Thyroid Association.

°If the serum thyroglobulin is not measured.
‘If the measured serum thyroglobulin is low.
YIf TSH suppression therapy is not contraindicated.

- 247 -



— e etE] A A1 92 W A3 E T A 676 3 2017 -

oA A% dynamic risk stratificationS 18 3}o]of Skch
e 7 k80| AT = $X}= TSH A9 &
W3 2771 ¢l 3 TSH = 0.1 mIUL u|gke 2 8%
Els

F

ol el A= 7] A

%, ¥ Tg £7 9 WS} Fo| 12)3 TSH /4]

N>
ox
fuooek fb gL
ol
i)
e
;
R
i
T
oo
o o
T

g,

3) Ao 9 WSS Kol
Aure] SIHETE A91HE
mlU/LZ $-X]3tch

4) AEFEA 2710 1Bl AT X =l Al
BhS B BHE 9hgS Holk Agol 44 F 5v

o} TSHE 0.1-0.5 mU/LZ §-2|5}1, AJdt of Hof o

(M
oM.
o
=
e«
—
w2
T
i
o
(9]
)

b N4Hel 24 PEL AWET
4% F 27] D A7) 4 EA TSH o4 S| i

=~
AL zb 93 Ha 1 130 22 Aelalgick

_{
wn
I
12
é
Fo
I
o
o
ro
12
=
rx
JITI
4m
i
0z
113

ia
0f0
o

Ofx ATEH

A FH Y AT 2ol 9| EEA(levothyroxine,
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Table 2. The goal of TSH suppression before and during follow-up after total thyroidectomy for intermediate-risk patients

Risk stratification Initial TSH goal, mIU/L

TSH goal during follow-up, mIU/L

Intermediate risk 0.1-0.5 Excellent response 0.5-2.0
Biochemical incomplete response 0.1-0.5
Structural incomplete response <0.1°
Indeterminate response 0.1-0.5°

TSH, thyroid stimulating hormone.
*If TSH suppression therapy is not contraindicated.

b . . . . .
Maintain for 5 years after surgery; thereafter, alleviate suppression and monitor for recurrence.
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Table 3. The goal of TSH suppression before and during follow-up after total thyroidectomy for high-risk patients

Risk stratification Initial TSH goal, mIU/L TSH goal during follow-up, mIU/L

High risk <0.1 Excellent response 0.1-0.5%
Biochemical incomplete response 0.1-0.5
Structural incomplete response <0.1°
Indeterminate response 0.1-0.5°

TSH, thyroid stimulating hormone.
*Maintain for 5 years after surgery, thereafter, alleviate suppression and monitor for recurrence.
°If TSH suppression therapy is not contraindicated.
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