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Primary hypothyroidism follow by generalized resistance to thyroid hormine
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The syndrome of generalized resistance.to thyroid hormine(GRTH) is characterized by persistent elevation

of serum free thyroxine(FT4) and triiodothyronine(T3s) level in associated with normal or slightly increased
thyrotropin(TSH) concentration that responds to thyrotropin-releasing hormone(TRH). This syndrome
appears to be invariably associated with mutations in the thyroid hormone receptor(TR}- 5 gene. But the
course of the disease is variable and exactly unknown. Recently we experienced a case that the serum
level of endogenous thyroid hormone of 'p-oatient with GRTH was decreased without specific cause.

A sixty-year-old female visited our hospital because of a diffuse goiter. She complained of easy fatigue.
Her blood pressure was 140/80 mmHg and the pulse rate was 72 beat/min. She had a palpable goiter with
multinodularity. Thyroid function test was showing a lack of TSH suppression in the face of an increased
total T3, T4 and free Ts (T3 445ng/dl; To 175ug/dl; TSH, 15.3uU/ml). Thyroglobulin antibody and
microsomal antibody were positive, but TBII(TSH binding inhibitor immunoglobulin} was negative. 1y
uptake of thyroid gland was elevated. Sellar MRI did not demonstrate any pituitary mass. The combined
pituitary function test was showed normal response except exaggerated TSH response to 106ulU/ml. But we

didn't found a mutation of TR- 8 gene.

She was diagnosed as GRTH and treated with thyroid hormone. She felt much better and the size of
goiter was decreased. Three years later, thyroid function test revealed 'the following: T3, <19.5ng/dl; Ts,
5.34ug/dl; TSH, >100uU/ml without medication for 7 months. One year later, thyroid function test showed
the following: T4, 42.6ng/dl; Ts, 1.49ug/dl; TSH, 36.8uU/ml without medication for 1 month.
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Fl: 7T AR/ IMYT AL O, UnE F42 dRPUE SN I JELN a-glucosidase A A A
(voglibose 0.3mg/day)2 A B3 H o F4 W0l flo] ol WESAT AAYY 83H giFdes FEAAsE HUhe
of, WHBA 234 ohg, tte(dl/day o] E AAE BolF4E UL, $E FA HAAA 5499 Z2dg Y vy
H7 APMo] 2AFA}. FAY A4 ARPAHAL AT HAL AsE FAE AdolRen, 375 A6l BUNF
creatinine®) 22 30.1, 22mg/dIZ2 F715o] Tl FEAY AF2AL €2 22 114mg/dl, 237mg/dic) i, A€ 54
#U/ml, 3264U/ml, C-peptidet 4.44ng/mil, 892ng/mi, HbA\& 6.6%(A 4, 35-6501Uct 24413t SWHPAE creatinine
clearancet 164ml/minE2 A Eo AR, YAMELGE 06mosm/ kgH 02 F7Hs o] AL, L4554 204mosm/kgHz2
Zasol Uk A¥EZAL 100601812 23HUL, $Y EANAE ¥A carcincembryonic antigen(CEA)¥ 2.3ng/mL
(A4,<45)°10 2, prostate specific antigen(PSA)E 69ng/ml (A4, 0-D& F7HE ANt BF 235 AAA FF 4%
at2of 44 cm 2719 WED A AP $EH £AFH 23 Po) AFHUT. YLF LEFY AdE AH AEE FA
4 Water deprivation®eol 24%¢ 7171 o, 5949 Hojux TEE FAFAS 49 5L /0 AR L(FA
A:250mosvkgH:0, ¥ 3:257mosm/kgH:0) ol E28& 451 pg/ml(B4, 00-47)2 FAHUt waps J4dx8 359
A s}l hydrochlorothiazide(sbmg/day) 2§ 4AWPe 2-3L/day® Z4&%ch Voiding cystourethrographyd 4@
trabeculation= el BASRAX, furosemide FAHF AME Tc-9m DTPA scandoll A HAAAH 2ol TBAHUG
Transrectal ultrasonographyol = %ol 12cmX08cm 2718 4 A &9 #H8 2 vd g A PH(58X46X54cm)o] #
AT, BA NS AYH ZHPAANA Moz Adsol(Gleason’s score=7) YW 24UA 25F A{HT APM AA
228 AN F4F%F 2T 2100ml/dayE FA 3 F¢F 49 HYslo A FH FF F AAE HAAAM &
WAL QS S548mosmvkgH:02 ANASEAR, ¥F HoluI2EL 10pg/mleR ZisHD waM $£EF 14UA
hydrochlorothiazide $¢3¥ A4 %¢E 445mosm/kgH02 #AH1, A¥FE 1500ml/day2 &3 =AU,
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