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　　Recently　a　highly　sensitive　cytochemical　bioassay

（CBA〕　for　the　determination　of　human　TSH　has　been

developed．　We　could　show　that　this　assay　is

specific　for　TSH　and　measurements　done　on　plasma　of

normal　euthr6id　persons　agree　very　well　with

radioi㎜皿010gical　findings．　Due　to　the　extreme

gensitivity　of　the　CBA　we　were　able　to　detect　low

but　measurable　TSH　levels　in　patients　with　primary

hyperthyroidism，　which　were　not　increased　by　TRH

treatment　before　therapeutic　treatment．　After

therapeutic　treatment，　TRH　application　was　able　to

stimulate　additional　biologically　active　TSH

release，　which　however，　barely　reached　the　lowest

limit　of　detection　by　RIA．　　In　certain　pathological

cases　we　were　able　to　detect　elevated　plasma　TSH

levels，　which　were　active　immunologically　but

inactive　biologically．

　　We　demonstrated　there　was　a　remarkably　good

agreement　between　the　radioimmuriologically

determined　activities，　even　of　the　guanidine－treated
’，

big’－TSH　fraction，　and　the　cytochemically　measured

diological　activities，　respectively．
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　　By　using　the　radioreceptor　assay　of　TSH，

TSH－binding　inhibitor　immunoglobulins（TBI工）

were　de七ec七ed　in　60％of　うl　pa七ien七s　with

un七rea七ed　Graves，　disease．　　工n　patien七s　who
　　　　　　　　　　　　　　　　　　　　　l31

had　been　七rea七ed　by　　　　　　　　　　　　　　　　　　　　　　　　　工　5　to　l7　years

before，　七he　incidence　of　TBII　was　20％　（10／

51）．　　And　all　excep七　two　cases　having　TBII

were　found　七〇　be　s七ill　thyrotoxic．　　Fur七her

TBII　ac七ivi七ies　in　untrea七ed　Graves’

patien七s　significan七ly　correlated　wi七h　human

thyroid　aderlyle　cyclase　（AC）　s七i【nula七ing

activi七ies　（p〈O．O！）．　These　da七a　sugges七ed

七he　七hyroid　s七imulating　na七ure　of　TBII　in

Graves，　disease．　　Bu七　TBII　were　detec七ed　in

七wo　（7％）　of　29　pa七ients　with　Hashimoto’s

七hyroidi七is．　　Both　pa七ien七s　were　untreated

and　hypo七hyroid．　　The　po七en七　TBI工　detec七ed

in　one　of　them　did　not　contain　an七i－TSH

antibody，　LATS，　LATS－pro七ector　or　human

thyroid　AC　stimula七ing　ac七ivi七y．　The　IgG

　inhibi七ed　bo七h　hu皿an　七hyroid　AC　s七imula七ion

and　c－AMP　increase　in　mouse　七hyroid　induced

in　vitro　by　TSH　or　LATS．　The　ser㎜inhibit－
。d　LATS－，七imul。七。d　l311－r。1。ase　i・M・K・n・i・

　bioassay．　These　da七a　clearly　indica七ed　七ha七

　TBII　detected　by　七he　radioreceptor　assay　of

　TSH　were　not　always　thyroid－stimula七ing　and

　contained　he七erogeneous　popula七ion　of　TSH

　recep七〇r　related　an七ibodies．
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