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Oral levothyroxine plus intrathyroidal injection of dexamethasone in conversion of overt hypothyroidism caused

by Hashimoto’s thyroiditis

FANG Jin, GU Ming-jun” , PENG Li,LIU Ying, CHEN Xiang-fang, LI Xiang (Department of Endocrinology. Changzheng
Hospital, Second Military Medical University, Shanghai 200003, China)
[ABSTRACT] Objective: To observe the clinical efficacy of oral levothyroxine plus intrathyroidal injection of dexamethasone in conver-
sion of overt hypothyroidism (OH) caused by Hashimoto’ thyroiditis. Methods: Totally 356 patients with overt hypothyroidism caused
by Hashimoto’ thyroiditis were evenly randomized into 2 groups. Patients in levothyroxine group were treated with oral levothyroxine
for 12 months to maintain the normal serum levels of free T, , free T;, and sensitive thyroid-stimulating hormone (TSH) ; patients in
dexamethasone group were treated with oral levothyroxine plus intrathyroidal injection of dexamethasone (5 mg each time, once a week
for 8 times, followed by once in 2 weeks for 4 times, finally once in 4 weeks for another 4 times). Serum FT,, FT;, sensitive TSH,
thyroglobulin antibody, thyroid peroxidase antibody, cortisol, and adrenocorticotropic hormone were determined before and 12 months
after treatment. FT, and sensitive TSH levels were regularly examined in patients. The recurrence of OH was deemed as the endpoint of
the study and LT, treatment was restored; if OH did not recur the patients were reevaluated till the end of the 16th weeks. Results:
Sixteen weeks after the treatment, 12 (7%) patients in levothyroxine group had normal thyroid function, 21 (12%) had subclinical hy-
pothyroidism, 141 (81%) had OH, and 4 patients withdrew from the study; in dexamethasone group the numbers were 35 (20%), 32
(18%), 108 (62%), and 3, respectively. Compared with levothyroxine group, patients in dexamethasone group had an absolute bene-
fit increase (ABD) of 6% from overt to subclinical hypothyroidism with a number need to treat (NNT) of 17, and had an ABI of 13%
and an NNT of 8 from OH to normal thyroid function. Levothyroxine plus dexamethasone therapy was more effective in reducing goiter
and lowering the levels of thyroid autoantibodies in serum. There were not serious side effects in both groups. Conclusion: Oral levothy-
roxine plus intrathyroidal injection of dexamethasone therapy is superior to oral levothyroxine thyerapy in conversing OH to subclinical
hypothyroidism or normal thyroid function.
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Tab 1 Changes of pituitary-thyroid axis hormones and other parameters before and 12 months after treatment in 2 groups

(£

LT(N=174)

DX(N=175)

Parameters -
Before experiment

12 months later

Before experiment 12 months later

Thyroid volume(V /cm?®) 35.25+5. 82 25.4244.92%* 35.68£6.7 17.28+5.34> * 44
FT3 (¢p/pmol « L7H) 3.05+1.25 7.64+2.12"" 3.14+1. 30 7.60+2.22""
FT4(cp/pmol « L™1) 5.4041.23 15.88£3.69" * 5.4441.02 16.0143.87" "
STSH(zp/mlIU « L™ 37.2848.29 3.2741.42> " 38.2947.87 3.28£1.63" "
TPOAb( %) 40.72+10. 87 32.10+10.98** 41.62+12. 94 21.31+8. 247 * 24
TGAb( %) 52.78415.70 38.92411.24" " 52.61414. 28 25,677,427~ A48
Glucose(cp/mmol « L™1) 4.4120.62 4.3940. 58 4.4020. 55 4.4420.70
Cortisol(cp/mmol » L™1) 600. 144-84. 82 612.53+88.71 605.42+88.71 608.93472. 45
ACTH(cp/pmol « L™1) 5.8243.91 5.90+3. 20 5.91+3.62 6.05+4.13

** P<C0.001 vs before experiment in the same group ; £4P<C0. 001 ws LT after 12 months group; TPOAb: Thyroid peroxidase antibody;

TGAb: Thyroglobulin antibody
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