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TR AT 50k KA B ERM TR RE - FRIRDRBATOBATH I
o fEAL S A B ER A FEAR TR TERABFTASE Y BB FH
o BEEIRIEEE AR KRB o RAVT AR £ RIL LA B 0 1A T AR AR B TSH ~ free
T4 T4 T3 Fo ARY RIRIAREAER T ET - RN FTRRDEKTREEOIFIZMEAN L
T TR R~ BRM (TR TR » RATEBE % ~ B4 )~ ARMETFIRIREF 2R
AT RF < BRORAZMATRBEEZDRET - HAFLRGBA » BB
PR o TR RS T o KR8 F 069 0 T AR R B RORIE M Bk (myxedema coma) © KR 2
BECiEeY R E R B R KA FH TR HIE - M4 55 TR HE (Plummer’s
disease) % o H bk 7 R @4 T AR 24 (4= carbimazole + methimazole - propylthiouracil) »
FHT o~ AAT AR o WAKRE P AR T 25 Rl E 6B 0 T ARk R TR AR B (thyroid storm) 0 b
BFFRG A B H & (4w %) 48 > % »& Lugol’s solution ~ B-blockers ~ thionamide - #8 [ B2 % 74
#‘% °

REsERE © FRARBRINEEX T (Hypothyroidism)
FRARBRINBETLHE (Hyperthyroidism)
K IEMEEX (Myxedema coma)
FRARBRE 2 (Thyroid storm)

AT HE—

— % 14 R v S AT — R SR e E R T
08 B 164 257 B EAIEE 88 AT
H | HIGEAE 25 B AR BAS R B R R 2
VTR - S b A % 3 A IR IR SR A
= (TSH: 6.09 mIU/L) (N: 0.35-4.94 mIU/L) -

{H 2 HR IR 2 A TE 4 (T4: 6.45 ug/dL) (N: 4.87-
11.72 ug/dL) - HRIBREE o5 5 b A S S i 8 2
ATA JLH AR IR BR 3 H i ie (anti-thyroglobulin
Ab) ~ HIRIR R Z 25 5ike (TSH receptor Ab) A1
PLEIR B AL EFHT# (anti-thyroid peroxidase
Ab) BTEIEH RN ; E— P E RS0
A T Ve e — I T b Al e IR L - R SR A 2

WA ApshE @AV 71004 & AR 3 901 SR & oo & e AR AT BRAREHR
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TR T ERIR IR IR B REAR TE L - ek
ERIMAE T o EHBAEBRKER T HARFIRR
FEEYIEHE (Eltroxin 100 pg 1/2#-1# qd) - f8EA{E
Ak 22 w16 2 H 1% 1 88 /2 T ik ks 85 AT » iB it
FROIRBRESR (TSH: 1.49 mIU/L) FTHTIRERSR (T4:
7.46 ug/dL) A1 1 HuE At e

AN FE=

=% - EEBIWERYE/NE - AE =1 H AT
pHAGEREI S S PHE S - B ARG H 04k
EHRFIAR - A REEH O R L5 5 MnE R =4
Mg ~ AR o SERERHEEAT Ry hhi ~ BEIK -
BT HHIRIRDIRE T LEERE - T EARHEA IR
BRIDRETTHE » 4 T/IMHER - TEEER - Az
=& H i REBUE SR B R IRE - BN
Tk e BURIRZIRETCHE - RINEHIT AN
ST - B o B A AE — - VU BRIV IR -
RERASERT - RO BRI - B ST BR
BRI - FUIRERDIRE TS R » %
O B S ETAH R - {ELRE ) B S22 3 5 H B
IERSE - BETTRRY - ECRMBGER TR G 1Y
> SR FIR IR 32 R SHE - 5 TRE FRIR R S 95t
7 o HRFRIRZER I G KRR Kt
R 2 SRR KR AR T K -
FURIRDIRECHE AL S 5 fith B AR 5T
EIFGIRIRDIRE UM > BB E R ATy
FHERRETT IS - ki ® 7 o RE AT EAT
i+ BLRAE ISR AL L AN R R R - AR
T FIRIREIRETUSE © AR 222 1R R 0 FIR IR 2
RETUE S TR B 1R R - Ay SSREE LiiiE A
FHERE A EENTESL - K=o 1
4 i JE AR BIBUR IR IR ARIR S E i
FEREUR » FIRBRAERE VU HE &l iy 4 21 5 i
L - DGR I BEL ZE 6 JaBer » 09 B )
FROLEAE - HEER AT e B IRmE L - DL
R FBRBHR TGS S -

——

Rl

il

FER AR 32 (T4) & HH B AR IR 23 i 9 B3
# - BT Z MR H deiodinases 8 #i Fy
B gE KHY = i FE IR IR 32 (T3) » W 35 #1 m] i

HRIMARE FAS S > EERHRIRRF G ERE
H (TBG) - R UFEEYE (RAEG ) Fr Bt A
PRSI0 A A P ERSSURE = T4 il 3 IR IR R
(TSH) ST - PGB - TSH pibiEsz T4 #l
Ry o R 18 & S B Rl Eg CAOR R a1 T4 {H
AE—(EBRAZ Y I FEE A o AR RR 2 B
R R B - BRI R AL TSH A1
ARBRERIIHEIE - BRI M2 ml i o AR R
AN — B0 DURe A3 SR AR A 6 - TR Jre R B
RRHEITEAE *° -

2N B

IM AR IR BRI (TSH) /2K 2 BB Uy H
AR IR S I FE R WA TGS - TSH HTEIEH
S FE 1 i 2 P R IR IR D RBAR E & A= e JE
i T FR TR IR D BE TUAESE & # # 1 © [RILE -
B A TSH B A GRS AR AR DI RE U E A
M FIR IR S REAR T AE * o IRk B fE 2 B 44 R
ARBR R E Lk e 52 2 TSH 43306 » TSH {E 5%
G FE AR — R R HIR AR - E M
0 T4 IEAE RGO RF - 25 TSH Ay 8L
JETERIY T4 090 5 A HRIR SRR T LHEE VAR
HAR » A TSH {E R REEr 8 AR - TSH{H
AIREZ IRV IEBANT « {2 B BRI IR F AR A
5+ IR (BERERRIR ) HUIRBREDRETUHEE » K
15 FH 26 B e 5 s A S R 2 B i R0 R A -
i B VAR IE AR B T RE TUHESE %  TSH {H
S RFFHN ] — B o 7 FE FRAR IR TR PR AR
[Rf > —SEHIRARDIREE K, ROE RS ( BEEERIR ) H
ARBRTHEEAR FAE BB AV IMAE TSH E & &
(%% %) 20 uU/mL)* » FERBEVEHHRIRSIAEIL T
SERF - TSH{ESEH £ IEH 25 #®E 2N - Kt
THREFR 2B Sl 2E A IR IR SURE R TE * -
TEIR 2 FHAR IR ShRE TTHERE - H MAE TSH A
< 0.1 uU/mL F - IMAEH7HE T4 55 E 7] L2 B fl
S FER BRSO RE TCHEFE N B AR o I AR Jh Al
T4 R EZE R 3 1% FARBR S REAR T RERI#E DL
A R S T e RS Y IR IR S E R & - K
2B B = (o FH R o ik R e T4 - (A
SEENT R R T4 2B RAS G T4 1
ST (RS SRR 2 A - B LA HIE
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FRAEZE LRI T » WIATBE PR a5 7 1 i
I8 TSH AR T4 BT 20 ¢ -

FEFRARBR R ¥ R BRI BEfR B Y

B4 488
RO

HEF W & SoE HIR R D RE B &R SRR
BN EIEEIER HARBR D REREREE (FFHIR AR
¥R nonthyroidal illness B 1 FEAR IR DI RES R RE
FEMERE euthyroid sick syndrome) o JAZE T fi#i5 86
B DU AR o K T3 ERAF R AR LR
e BIANERER ~ SMEELTiTTR - EEka T4 #
HE] T3P » 1 [RE MM AE T3 ERAK - M
it TAF1 TSH {E 2 IEHF 1Y - 38 1] BE Ry JE H IR iR
T ) 30 A IS FEE - LS 5 B FH RO R B 3R 76
B A B AR Y o K T4 FE o £ 28 20 1 5 ik
HIPIRIRF o 1F B B Y P0m 38 2E 55 - TSH {E 5L
ATREREE » HIRFE < 0.1 uU/mL - fER ISR
] R T4 T REAR R IR 1E - RN IKIE
IR - TSH & 715 - IR a I & i 1R
({EARA> > 20 uU/mL) - 5 L6 22 28 IR
iReta s (REK—)" - AWEEY) (amiodarone [l
filtliie Sz s g At Bl ) rlRE e EEUUR R E Y
FOIR R D RE JTHE B AR BR D REAR T HE « — il
BUT - IMAE TSH {E2 B IERARBRDIRE S CHER
IRBRIDREAR TE & S A AERT A SEFRER -

&—  FEPHRIRIDAESVEEY R EL/F R

FRARBRIRE(R ME

—  JEHA

JiR 2 T FRTR R D RE AR N (RE TR FEIR IR
AREHIEESE ) i 90% DL _ERYE B - 12 Mk A
H PR FEOIRIR . (REBAER ) i S A I RN w T
REEL Addison Ji5 FIH AR A 73 MR Z H B - 'EAE
i ZCHITRAT SRR 26 0 HL BB Rl o - B IR
FOIRIREDREAR NE ( FEA TR -1 B Mt
1 [ ) 2 Ry o IR SRR &
iE (AR AR R AR Sk FFR R Z )
T RS — B R Y HIR BR D BETUAESE - W]
REEEHIRBR DI REAR MIERYSEY U « & g
Yy~ $HEE - TR (IFN)-o ~ B3R ~ B
1% -2 ~ thalidomide ~ bexarotene FI sunitinib
RAEVEFIRBRDIREAR ME (R TSH iz ) 1R
A, B2 T RE R AR AEAT R B i Y 1 il o S
MRSPIN - A0 BIRDB AR A HAFERE
HI RS HE RSP -

- EESRIES

£ 5 BE 1k & Hh SR B AE AE B BRI B RE 9T
% > FOIRBRPEN ~ RO A H 38 e M Bn 2R
T H R M IR DI REAR T AE Y58 {5 IR SR Ak
KRB ZE 0 5 3l HLAE S SR Ry R g2 o - BEUR

TEFIpSE 2EY)

Ik freeT4 ] total T4
True hypothyroidism (TSH )

lodine (amiodarone, radiographic contrast), lithium, some tyrosine kinase

inhibitors (e.g. sunitinib), some immune modulators (e.g. interferon-o)

IR TSH 5330
% E i (TSH 1EH)

Glucocorticoids, dopamine, octreotide
Phenytoin

LU total T4
W TBG (TSH IEH)
Pk T4 1 TBG %44 (TSH 1E%H )

Androgen, danazol
=B & furosemide, salicylates

Bain freeT4 ] total T4
True hyperthyroidism

lodine (amiodarone, radiographic contrast), some immune modulators

(TSH<0.1 uU/mL) (e.g. interferon-a)
HrE] T4 BT T3 (TSH IE 4 ) Amiodarone
HUE BN free T4

TEMMIS NG T4 Btk TBG (TSH IE% )

Heparin, low-molecular-weight heparin

LUEBAn total T4
0 TBG (TSH 1E% )

Estrogens, tamoxifen, raloxifene, 5-fluouracil




R A S 00 355

[ GRS 2 2 O s B A BOm Ay — Bk =R
(0.55)" = BTG [ 8 G092 1 1y 43 b o 48— % -
AFHH MERGLF (HLA)-D B 1 2 TR RETEAE 5
AR T3 TH 73 46 EE B A 5 AR A R R K B
HLA-DR3 215 Bl iy My il HLA-DR4 B I
i€ 8 o ZRUREME CTLAA 5 [RIHIR T 5 Jak Mk if
CD40 H: Ky 2 RURE M AT FHIR IR BR 2 H HOAmS
R 7 Rk A 910 < {RBAREHY - Hri oA ik
AE B 2 LT 2 A ZR I B iy PR BR N 2 AR
FRPg XA e BRI I - A0 - o A58 AR RO
BT TPO Hifa Mt ek AR IR T 6E
RS RERY IRV A AERR 1 - B 6E MAGIS B
RI % RUREME Y - E B R M IR IR DI RE R T
i SE 5 11 A 58 (AL IR ) JRK 1 B LAt 5 e 0%
PSR ISR EE R AR o RF—FAY Turner JiE
fee it 2o M s B FOIR IR B fe iR 5 T I e
HA =52 — B RIR BRI AEE T E 2 - b
£ 8 Down S\ fe Y 5 B Al i HE 3R E e e
Pk IR IR EHRENR IE - e th n] pEfi i
Ty BB 2L R 1 o

= BRARERR

FARBRDURE R ME B i LIRS RAEAR 2 F
S RO EE 2 IR - fAR a5
WEIE « FOfR A - (RS - AR - R A
B o FGIRIRERE (R T EE AT DL ARRY -
R ER LR AUEIR - FEEEELAE -

- BEERE

OGS B RR ot B 1 ~ L OoBkiag
T 1S R R HIE ] [ 7K i ~ B2 e 52 4% » non-pitting
KN CRGHEVE 7K IE ) - AIRE & 3 A EE A e B
WEn > AEFIRIR D REAR I AE A € i #E A i
B o REYRBE AT E R E O
Wehi ~ BER - IREERERERE -

A~ tEAE

BB == I A S R R AE R A 8P I AT
r IMUAEAEE S ~ = BRH il - FOLERET BTt
1 o AEIREEE A ME IR IR DI RE AR T RERS - 1ML
4 TSH 2 ERIOIEHES - —E A TSH {H

AT DAFEBR A2 S 3 P FIR R D REAR T AE » 1T — 1
HHEET =R TSH {E (> 20 uU/mL) RIEEE 2%
P FIR BT REAR T AE ¢ o SRS FH I 4 TSH
{E (< 20 uU/mL) B HEIE FEAETE FR R 7 ik
18 HEE R H R (SRR RME )
FRARBRIDRER IE » HUIRBRDIRE & 2188 » =
TSH & 53 A T UHE R 103 I e T4 4 -
J8 269 A AT e B HIR IR DB AR MEMAHAERYTE
o SRR AE AR IMTL 75 i [T e A 285 B S 2 Mg il
fi% (LDL-C) RYBREE A o A LA 4FE B 7t 2.5%
A958R 3 2 PR FTR IR D REAR TRE # » AR F
LG B e o9 T 13 S R 3 1 AR BR DI REAR T
FEIRF » 50 FE 3% 0 I AR 7 e e T4 - fE R
TR RBR DI REAR NE - 4% TSH {E AL 1
T2 A - KA RER & R TSH {2 ET -
JFEE T A At S 2 B R A 2 B3I R R i e
IS = s M R s AR B A - AR R B IR H IR B
IR - BLIERERZET IR DI RER N EE R RELL
BRI o MALREE T4 H B n pE 2 IR IERY -
M4 TSH 2 i FERIPILGEZ2 BRI - —EIEHE T
TSH (B2 AFIRIRDIRETE H BE J13888 bR
B A A IS ERE E i R e 2 2 B
e S5 v ] B R R B R IA R R - I TSH
FE (> 20 uU/mL) wIHEST R 28 M AR IR Dh RE(R
THEREZER 4 o HREEIMAE TSH 7455 (< 20 uU/mL)
Al E |y H A FF FHIR IR {H F IR B D e
WG - A SRR R RIS REE TE * -
AR TSH 2 H BT e ssEa X3 1 IR I RE
{RTRERY - FEMIE MALHFHE T4 - 20SRIMAE PR
T4 fRIK - BFEEZHIRIRIIRE R MERHE -
i8 LE ARG IR1E 2 - HOIRBR DI RERERL BT
FFAd o

A=Y
(—) BEYiai&

FOIR I 38 2 B AV 2EY) - P e &
ERER LR 1.6 palkg - i K 2 BHY R A f 22
75-150 pg/d IR - ZFBE VAR &R
BAK o WJREZAFC TR - HUIRIRREAE £ 30
ol MRSy g R 1H
RS B s B B e i A
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(Z) itaia

PR AR AR AHETE 1.6 ng/kg/d fass - 38
REIG R ] LU 16 I IR IR D BE AR E » B
BT B A RE R EIRRE N T4 [MAHE - IR
AR EF LT - VIGHIEEZE 50 po/d -
(BB S8 5 FERZE 25 ng/d BRAGN AT S L
BEEAR S 7 B

(=) B EHBMREVBETTE

FEJFEVE FHIRERDIRE (R TIE - 67 H A
JEAERFIMAE TSH {2 I H #EEIA - M4 TSH
FEBHAGTARE 6-8 SERARI - IRRIETSHE 6-8 3 -
$E B PRI SR & 12~25 pg | TSH fE1E
HEIEA o LR - SRR TSH ISR E DU 1
6% - TSH thERE AR 8 22 7 101 (25 — 2301 )
& o KR R R B R SR AR S (ki
BN - 35 TSHARRRIER » s BEIGHE » Ik
IR B GRRRAEA L P A BB b - e
IR AR R o AE BT IR REAR MAE
1 5% TSH ANGEFHARGREE 167 - 16FEAT HAEAE
FFIMBEFEE T4 AE I H R R fEE - 56 208
FEERZ R RIS & - EEGER EARE -
Betk - R — RIM AR T4 (Bt v] DU
IBHETGHR N o FR IR R B B AE AR IR B Rw
fy S R 1R 1 I 0 - 30 LR ~ O
FIHBLEANEIEL

(P9) KPR R B 8 F E R HAVIBMR ©

e DAFE R HOIR BR D AR METE1E 2 i
IR ATEPREMEEME 72 IR R SR 1 5 B K ok
A v 1 Al IR ¢ L ER R S SE R R B
18 HUIR IR 2 R e (B » B PR SS ~ T I8 e g5k
cholestyramine & zlcJ# % ~ sucralfate fifESS ~ &
Adbsgn) s 2. FEYIRIHAIER - BEINRGIRER SRR
EERER (anE s ~ rifampin -~ carbamazepine
phenytoin) 5% [H 1 T4 # k T3/ %E ¥
(amiodarone) ; 3. {827 - 1E 55— HIFIR B 3R
REESR IR & 5 4. RAISE FIRIRDIEETT
THENE 2 5 BRI BR P U 1 TR R D RE B Wi S 1 i
gy o FEIRZAIRETE B - BRI 2 & S 8
30-50%" o JF B IR BRSIBEAR MIERER 2L » —

HEEEAUERZ S DO =I5 TSH I HAEH
IS TSH B 2158 — 25 » FIRBR SRR
SMENGIN - AERFINAE TSH 72 IR 5 RN B
DA SRl b A IR R DU REAR E

SoERIRFRARBRINRE(R ME

W R AFAE LU AR A0 7 P FE 36 5 - B HE -
— ~ JEAR B F AR IR DIRE AR MEMY & 5 =~
ARIRIE 5 = ~ 3% B G R Y e I [ P I 9 B
VY ~ 15 TSH > 10 uU/mL® o RICIEHEI B
JERE AR » ANSREAR R BEINE TSH B hnE]
>10 uU/mL - BRI SAIGR L ERZ B AS -

FRKIEM X (Myxedema coma)
EM=RE=

XTI IR Dy RE K MER A 2 A2
(19 o K2 BUEEZRIRBRDIRER NEMIFERERY R
g ] AR B RO =R B - ART - FGIRIBR T RE AR
TE AT RE B G I B R R 2~ (R EE - (KRR
W~ D BeE S~ A ISR B0 R IR 7K I 1 B K
(myxedema coma) - [ f& & F # i L # 1Y 4
17 o MR EHMKMIER » DUS AT AR £ BE Y 2255
JER L IIG T - HUIRIRBCRIGFFALG 2 Al » FE
SelFhals (MEE TSH AIfEEE T4) -

B IR IR 2% (levothyroxine) » 50-100 pg IV »
T DL 6-8h FfiEG T 24 /NKE - (2 #% K 75-100
ng IV EEE AT LA Bkdi A 5 e BEH] liothy-
ronine (T3, Triostat) 10-20 ug IV » 2% 10 ug 1V
q4-6h FFHEHE T 11 48 /INIFIA » H TR A B IRE
B T B FERY IR IR R B G R 5 - HiE
A 5 92 TR A e TR R T REAR T 7 [ g i/ M
PEAE S Lo B O T O B B D - R BRI
FAHS R ISEAIE o 28 iy SO U B B 12 e
G - DA EL L hgom B L B2 - (K
U9 A T B B g BB TR A B iy 7 =K
IR Ry B TR R & I ER L U 23 (cardiovascu-
lar collapse) - EIIURE AR S 5% R 7 b
W - R I ER R (175 8 120-130 mEg/mL) i
IRE5 0.9% FAbsm - 5 BEFIIMIEIRER 120
mEg/mL » RIl%5 T 3% & 1k $% 100 = 7 boluses
EHIRVE NGR4T furosemide 20-40 Z 5L
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HEFIER 5 MIESAELHZEYTERE - boluses 3% &
{LEN T LU 6 /NIF EE#EAG T » B EI I # 7
F) 120 mEqg/mL 85 & - {£#5 T myxedematous
B EF IR S AR B K - D JE T SR B R
e o fE N A LG R T B R E AR
i B R - W P EEE YA 1 B TR R
PR E A o AR ARG R LR - A
PEEE _LIRIIREAR 2RV BB VAR SR IKE S 100
% 53 hydrocortisone » 2 % 25-50 Z 57 1V g8h »
AR FIAE FROIR R B R DR S L - (R Ry s8R
LR RE e FIREREENEE LIRER

(adrenal crisis)*® -

FARBR I RETUESE

— ~ — Al

BB AR EIG R IR DI6E T
HEFTFIRARFHAER A Y o HURBR SRR TOERE R
% 85 5 IR 2 5 B K 4% G HE (Graves’ disease) &
5 BHBAEFEKES - EHE S REEER
it AT RE B S BURBRZE 1 (Z8HR ) ~ IS RiTRG I
PEZKIE - 35 LEHR A & Y BLAE H At i [R5 [RE e B
ARIREIRETUAESE H o 551 2 28 T 6l B FFIR T fiee
(MNG) FJ R S s 4 35 7 A IR B RE T
HEAE o ANFEHE Y R RS RS (R R F IR R 2D HE
JUAE (INEERYEEY) - 401 amiodarone B 52 5 5258
so R ) ~ HOIRIRIRRE ~ eese IR R (A
T FE TR TR 5 BB O Y s 1 FRTR T g )
R M BRI R ( A M HOIR R B RE T
JiE PSSR 1 EOTR BB e » A i LIPS I 1 i 1
ARBRIER ) - (Rl A HIRIEGR - BR AN
HI%I] (tyrosine Kinase inhibitors » f4[1 axitinib,
sorafenib, sunitinib) » alemtuzumab .57 %1% 75
#¢ (alemtuzumab & — 7 FH iR I6 7 2 3 MR L IE
Y anti-CD52 monoclonal antibody B2 5o fzE$T
B - 4 (R HRBR IR R R ShEE /T
TS MRy 2 R -

—EESRIE S

B ER R EAERY H SR AN R R JR S E A 52
BRA - EEKFRNERHE G AL E f2
IR TR I B KB R R SRR g n - 41

WIKGA IE ~ BRESRAKHESURE RIS (B —2Y)
i 725297 (celiac disease) » Addison fiE F15E M4 &
11N 4 SO S E71R - F S BN N Pawl ki Sl
= HIRBRPIHE - B RGBT A — e
JEHR AR R F H e Pihe - RUTEE RSN
B o (AR R B IR A v (R AR 2
B (As) 3£ 11.6 £ 20 - ph4) - [RIBNEE A LB o0
B G o — S0 Ry IR IR A RE T O e SE -
3 BTN T MM Vv B R Y B BB [H]
UNEE S is Ry 2 Hh H (immune repertoires) A8 [A]
2Ly [RIEEHEEIIE V BRI 5 R SRR % -
HE L BEEBRER - HRFIREEE YR
(% R DL T 2 A B A B 1 T kSRR HTR
4 FEIK (CTLAA) He to 8 B MR AR 1 i 1 22
FeH KEREMER - FREH BN E B K INE
0 5 R - — T8 2 B R B R P R -
PRI BIE AT R 1k 38 6 B PRIFIES K] & 5 {52
—/ N T LGHRAE B S R - FrLUER
R FEE— DM - B —HEATA
A6 ARG 25 FH AT ICEL HLA JE K& A B (61
A1 - E 1 fE A H HLA-DR3 1 DQA10501 Hy B f5
R SERIENN )? « HLA IR T AT 5% 19
it I 2 PAE TE A 25 JRR 1 3 HL R\ w8 e 2
O£ 2425 o 7F HLA 1 CTLA4 Z 151y HAt IR 2
PERYE 5 R BR A » 5 v I A e i P I
HYEER] (PTPN22) » GRS 531 CDA0 ~ 1
Bl ST3R -2 32 %8 o Fll orphan Fc 3248 L3 » 35467
AIREW MR Bt S H B SRk - A 0 K
R R AR BT (GWAS) A ERLRH
AL - R E RN E R AR EE—
AHERE 207 o ERFERRBER Z R - R fE FUIR AR
e & E 5 R - 8B Tg AL KM TSHR
RERZMREMEE —/ NBHRE  AaREHE
BRI BEAHRA: 2°

=2
(—) BRIRZRIR

TR B A% SRR 2 ~ RS EE R ~ RSSO
B~ HRSH A RIFERE - EFREE T - RIS
REVCHERE FTHE AU B O S RBHERRED ~ /Laeis
i 5 B LR e e L SRR R ZE R -
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(Z)EEtstaZE

R AR EE TR BB ~ R ST b L
7~ BEHR - ARERI R - OBRSLH rTREE I
() > AR LB R O PR BB AT IR
B MR A o i B 0 R AL » HIRBRThBE
TUEIER SRR BT R AR R Y Ky
it 1 AP AEIRERZE Y sIE RTRL VR K - (2 RS
B RZLEGE (35 IR Z HIRIREIHE U SR AR
ZIELEEE ) 5 WS MR SRR T IR - RS
T Bt R G FOE B 1 IR R 5 fslt — K
Z4 0 SRR - SO IIRVEIIGH - RRETEE
Bt R 24 B SR RGN RIA

(=) B

LAEFERAET - T 50 24 /NEF U1
midE B (RAIU) 2R & 53 Graves ji 8¢5 1 2 2% 1%
HOIRBRASE (3 RAIU 2 Sy ) R IR
BRZE ~ g [RE Y F AR B D RE UL HENE B Rl %
HHIR BR D RE TCHEE (H RAIU i HUE IF K
fy) o

2. TEEED R IR DI RE TCAERS » IMAE TSH 2
I ERIRIAEZ B -

(1) TSH{E > 0.1 uU/mL » HERRER PR IR AR
THRETUAENE o 21 M 4% TSH /& < 0.1 uU/mL -
IM AR T4 FEH & DURE & FRR IR DI RE TCEERENY
8% AR FERME Ry i R FEHE o QBRI AR Il T4
FHiEn » BE T DUHE & B R AR BR DI RE TUEESERY 2
[gﬁ o

(2) anSRIMAE TSH & < 0.1 uU/mL - {H 7
T4 ZIEHY - HE A TREG AT T3 BIET
5| RE BTG IR FRARBR DI RE TLESE 5 W EAE IS FETS
PR HEIELSE T3 -

(3) FEF WS (BHEER IR ) B AR BT RETC
YEFRE FTRE S TSH 2] < 0.1 uU/mL - [X] it B 3%
HIH] TSH ML MERRAE R R FAR IR DI RE T L
SEFTS [FEHY -

(4) TSH A th ngE2E AE 7 B AV IR FRIR
MR g & L -

N
g ~ e

Fe 2 AR R DI RE T CHEAE ( RE S E Bk

R PIRERIDAETUERE BV B2 EN
S RN RS B

e TERIEEIERIR  Graves sy M HIRER &
M

Z 3 RIS i BEIEZ B MRS AT FIR R

B — RIS Al B L FR IR R

PRI TR R CHSSERRING S

IEH R Graves Jij » SR FHIRIIR K -

SRRt A AR R

EERR AR R ) /2R AE HFREEARIGHE - B-
B ERRSREEDUR (#1400 atenolol 45K 25-100 2
va ) AR FARIRDIRE T CEERVEAR - A1 0VEE ~
AEEE ~ MRS - EL BRI DI RE J U FH A 1%
YRR 7 3 1 1 B B G T Y HIR R DI RE T
TEFEVER o FH S DORESEARF L OBk E | &
FRIR R D RETCHERE ZEHIE I » BE w] DU ek 4>
& o G =HE 7R R R RIa R 7k (Hr
A T — R 5 vk m] DU ] R B D RE T
FESE ) @ RAI » thionamides i ACEGIZ » FIHH R R
REYIBRMT Y - AEIEFEIARM > AT LSRRG PR R4S
FURHY B L% 0 e T4 SRGEBEwS A - ML4E TSH 72
PG RIS RIEZE AR » KRB ERZ
FIHNH] B2 B HIRIR D RE 15 1R LAtk - I
i B TR G AR - P HIR BB RE U ERY 2
B TR R G B IRBR D RE T 2 A 1R 38 B
B HUIRIRDhRER ME -

(=) FEEM BB AREE

TEEE - RAIJEFS T 2T H BB KKK
SEMIERIG9E ¢ o TR AR - (HARE
MR 2 - BR AR DI RE TCHEE N 12 2 e 2 7
EE—ZfES% L) propylthiouracil (PTU) 6% - 45
=~ = ZafAER L methimazole (MMI) 59 4 -
Thionamides 252V HRETE D — P = A R LXK
iE B ESER R PEHI R 4 Bz
BANH B4 s A eI R BB - JREefE4E
%52 RAI JEFERIAR i thionamide JHZEYIE £
EHRNERIERANES » FEEZEZ IR
fliy o FLARJE RIS [RE A B AR IR SO RETCHESE » 215
M2 G ET T IR BE (MNG) A5 M e ERZ L
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RAI 67 (HAEERERAN ) « HARBR KR [REAYET I
T FR R B RE UHEE FEARSRAE AR 56 ] atenolol 75
Bt o b [REAYHGIRER S RE TCAERERI A thionamide
25951 atenolol 357 H 295 A FHARIR DI RE Pk 1R
1B o MEIRA I ek ss £ R &L 4> amiodarone 5|
R FA FRER iR T RE O TR E 1Y — 26 KB 35 m] DLBE
glucocorticoid ¥ iz B #3816 - HERTFH
amiodarone-induced P4 FF R R THRE TUHEE BB 35 ¥
Jf* thionamide &7 52 FERT 143 RAT 2° -

(Z) RAI &R (i 131)

90% Ky f& 75 B K B & 5k AT DL AK A 2
FORBRDDRE JCHESE - AR B AT DU — 2 Fi G
THMEIE - GrlaEE BN LEZEZIGE L
AT+ FENZRIETTIEZAMEL « W Sl & 24 /N
RAIU LIETE & - Thionamide 2&%&r T-#8 RAI
I EEIRRIESEED 3R - AIREMRT
f & (40 lugol’s solution) » B 7 2% RAI 1] L)
P HIRBR Y - FERZAE RAI JRHR R SeiE GG
BEED 2ELLE - KB BEEG R IE B L
8-10 mCi y&HF » M35 2o A Ei1 1k FH AR B e 7 22
FOS A EI o SR E e T B R E H A RE P
EIEHEHIRIRIIRE - BEERE 4-6 FIER—X
B RIEAR RO AR e T4 {H - QSR HARBR DI RERR
S AR AR T R 2 Y+ 3B g R Rt T DO i
WINBEFFE—X - WEREHIRBRDIGEE N ER
FEAR - BRELBRAGHS T HUIRIRZRIGHE - WRGLE
AREY E AR BR DI RE T LAERE LR 6 I8 H A IRFAE -
FHE A RAIJRFE - BIMER T RS — RN
Gy B E SR AR DIREE TE - BREEKX
FILL 3% 15 B M A 22 2F - HI RETA RV IR 1t
R (EIRIERAYAT 2 BT RESE AR A T4 ISH
Tt o BRI N AR ER LR ST
TR R - KRy TRE ST K BL AL - B
JEERZ (5 F thionamide W55 LAVKAE HIR IR T
AE » AGTE RAIIEIRHTCIERESSREFRV I E -
IS N ME IRAVES SRR RAIIEFRE = 5 K 24 1K
SERR R IE A AR - AR AR INE
P R FRR 1) JEL B B 2 RA IR T 1% 1R 2R 20 Y /)N
B R 4 (B2 RAL VAER 6 [BH A
g -

(=) Thionamides Z&¥);55&

Methimazole 1 PTU Il B iR iR i £ &
Ji% ( 53 —THZEY) carbimazole 7 #8 A A] DU H8#
[ methimazole) - PTU I HIRIR S T4 TR
T3 WEMALIER - —HHIRIRESEFFEEAT
(2R A1) - T4 ERERIE - 3528
BEYINIR A H IR DIRE A R AR 22 - 11
K2 B B R 20 T B e RoEiE > HiR
PR IDRETLHETEAL 45 1L 16 R 1% 6 il H A EL 5 1R
% %0 - Thionamide JEHERTETHIHE =532 —
T E R 2y TOE L w H B AR - LR AT
REAR T MG ¢ o BEA ~ STHASS (RN FR IR
DIRE TCHERE RIS N HOIR IR S A » LR AT RE
BLEAERE o [KFy methimazole 222 it » R T
TEFRFEHNT » FEAE PTU B - fERLS
GHEZ T MHES R ABIERAEESEHE -
SE ' ER LA B 2 45 R IR methimazole 10-40 =
SealfER =K Ik PTU 100-200 Z 5 ; 82 =R
P B AT DU A B R HOIRBR DO RE TCHESE IR
BRITRER IR IEH FRERMH 2 A - n]LIf 4 36
St — K8 A IR ASE ARFI M AR e T4 » AN
IMALRE T4 EAE 4-8 R IA N » RIESRS N
Pl o S THEREK 1k methimazole 60 2 mis
FERVYXR AR PTU 300 258 - —HiffE T4 T
RER IR o RUFRROm] & DR M AR5 T4 EAE
TR AR o B 360 Fr A IRy R I e L 38
EE R R 6 1 H 22 2 48 < 55 A DM ZE {7 Hil e
AR 4% 10 F 2E 1218 25 WY HAR IR D RETUHESE - B
YE M i FTREZE AR AR TG BRI H 1 - 584
HRITE RS ~ S ~ 28 BETRA
IR MR I ER AR R AE o BERLE B I ER B2 E
(agranulocytosis) #4- 7% 0.3% 14 thionamide 5%
YRS - HAhfe A da ey IER B2 ~ 1
B RMEEJFEALDE TR IRIE - SO E B H AL
Je R4 1 FHSE e AR g - D EBEIE - B AR 38 4
B BCRERL 1 1 I BR R Z ERAEAR (a0 - 28
B~ 2%~ WERE ) REFES RS 1R EEEEY) - AF
B IRE Gk B AT B8 AR GEE — AP B A - BT TR ER
W MEREH (WBC) Slf il e 28 AR 38 A= A
R IMERERZIE
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(P9) BRARAR X 2 HTIBR F1ii

L TP Al B 25 BB B FRIR AR Th BB TTHESE
TS EN RN PRI o il vl aE & 3528 HHIRIR DI RE
JUHESE - fEFMTHAMEA L - BEEEEZLT
Wt 715 — AT HES « 45T thionamide
FHEEY) E B A BT FARBRIIRE IR - AT
AT 1-2 I s g AL 8 (SSKI) » KN
R 40-80 Z 58 (— BRI ) - 15 M 2EY)
H e s A - ot 1-2 HEBH AR B
atenolol 50-100 Z v o AMSRA LAET] LU I &
DAFEIR B0 90 bpm S48 58 FH 21 =iy
#% 57 K -

Tl % 4-6 38 JFE 38 A s R S AR BAL 111 5% 36 e
T4 ~ TSH  AIRFRIRIIREIER, » 95 AFERLAE 3
6 HRAER X RBREFER XK -
NS B EARRY FRARBR DI REAR T AE - RIIBfAA
i AR R I6 7 - FURIR R B UIBR T2/
ESHH E R BR DI RE AR T T RE 2 B IRFIERY - T fESE
ARNEIIRE A AT DU — 2 815 4 5] 6 8 DLAE HHIR
RROIREAR MEE & B AR - G 3-7% i HEH
ARBR DI RE TLIERETT AR A SR 5% - HARMRYIBR
T EA O ZE A4S FAR IR DIREAR TE (30-50%) A
B HUIRBRDIREAR T E (3%) » A Ry G 3 s
i S it R HE 5 i K A MR BT RS » Rl bR
HABELC - I8 SeOf B RY 28 AR RANSMEHEE 4 AU
EatARR -

Graves’ orbitopathy ( &%k i% KR
i)

T it R % IR P A8 4y i BEH A o 7 o P
(RS PR R AL » BB FEANTE B 3 o AR %
HEEAMMERR - HARAE —CHEH » Mk
o Al ey R e AR e 2 ~ i DA ST RGE = TR E
R SR A R P 8 ) i B R 32 - B A 3
RSB ATEBIEEIE 2 Mourits 42 HL G PR 1S E)
438 (clinical activity score, CAS) *3 » Hrhfy 2
+IE  FIEAE 4 ¢ 1 IREREARER 2 15 R
B s 2 ARER A B~ W15 s 1A N ERFERIR R
B HREZAL 5 4. F5REIS AL 5 5. A5 HEAE K 5 6. HRPY
B 7 MR 2 5 8. fxar 1 2R 3 H HR T
2mm DL E 5 9. 5L 1 2 3 {E A JIGR 5 10. 5%

1 E3ME ARREEEEWPSEDN F -
CAS = QA% B 1 vl ge g - F M iR
T AR AR SERGE AN i EE YRR B K 4
B HARER - P DR IR b # R R AR i 48
i THEIRIGHEE + B B EE YRR e 388 ey A e it
IOLAVEHE o mAREE H AirA AR 5 H 28R Sy
e figg » P28 B0 FIR s A8 1YY Jie B R AV B RS 2 A
[FI25 Y 5 IR —Pa o B AR B AR
IREIRENE N RERE o AR SRR A AR AN
RoeEWKIE » BB EE S i L—1ER A AT
REH B AR 2 - (R ITE B A E Y
1K o I B RS m Y IR S 4G T B R SE VIR
SORME AN ¢ A - FHE) R A IRRE AN
RAG THEMASEYIEHE - SCRAL T HEEE
AYELEYIRITE RS &l - B DURAF-Br TG -
A P A28 1 37 Bl 3 1 AP e i AT 7 =
SRIB AR A E A B B 5 Mourits #51 CAS X
FASERS 4 53 DI L - SISEVIATRII I A 32 -

i R At 131 3a UL B E I 5 Y R
975 8 2% ' L B A S 0B JE o A A 6% - W
fili 23% 1 o H5Ef K & FCHE 7 %88 1 m] UK Ry 92
=% thiazolidinediones 5 # (4l pioglitazone #[1
rosiglitazone) 1y T 2 ; 38 26 1 Ak 1A% PR 7 48
V) i 3% 3k o0 (o FH A 5 B R 2% IOIE F’E A - R Tl
(selenium) R Z HY T - #9555 B K 4 IQHR
75 428 £8. 5 W LU A3t (selenium) 100 3 ve 45 K
CIAR AR 2K > 7] HE € 408 % L3 f8 10°4%° o Sk
W T MR ER 22 HYE IRF » B 2 AV G 7 A R B
methylprednisolone » 55852 1]l prednisone -
A RE f2 IR Ry R A 1Y S T T 52 M i = Ry B 4 -
Methylprednisolone J& & Ik Ik 7 1 44 &5 7
i 500 Z e » FiAE 650 - IRER I Ry 8 250 &=
oe 0 R A 608 o A1 5 E £ 1 ik prednisone 75
B AH RIS T 1 H Bl & 40-60 257 0 1%
&2 P2 W ek A FH & o 5 5 i i RS JRA S e ot
F 1Ak prednisone & #7] 44 % & 5 X 80-120 &=
e © Prednisone 7 AN W J8 5 W DUAR fif o 1k IR A
ik 64% - TAEIR IR R AR 14%% {5 E
i F- {5 A somatostatin analog - octreotide 2 &4
FIRR B A AR R EIBIR Y - ok bk g
M H 71 2 W 92 % B octreotide 75 7 IR i 58 WUR
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HHEE AN 85 » (E 2 L EE 2 ] B2 79 3% it PR 72 -
i HE Se i 5e a9 AR D » Fr IR KE TR
SH T KA (1 BT 5% 5 35 B octreotide HYSE R < 1M
somatostatin analog 75 R ps %88 Y Jpg B AR B8 » 1]
AEZE octreotide FIIZHAEIRBRTRAY T- kS BRAH
FE 0 B T- 9k B2 BR R fi cytokines » 1 58 15
48 HE REHH I R €5 A & 4= 2 glycosaminoglycans
(GAG) - 54} octreotide 7] LIHNHIARER IGF-1
ME A - KA GAG 1y B - KA 1R
R < 1fii octreotide HYFRELZ =A% - WEBR
JiaFT =% » At DA H i CASH &2 octreotide
b SR EE A B -

B B B 1 3 BH PRy o 5 i oK 2% SRR 4
B th AT DUSE A rituximab BEHTIASE 1% - AT
HHR A 4T rituximab - DUBE 2 B0 3 RIE
1O o 1 1 7 2 PR R 13 B rituximab
10 2RI 2IRERE LM H - BEkt
Br1EH » A5 —RYIHREETS 10 =
e 1 > A A] DU IR 73 B rituximab 45 /i 3 1000
Z R K ® o FEE RIS BN AR BRZe ]
Jig LABR 2 fRCBS 1R T+ (58 FH O e JBE L AR I B8
(4-6 MeV) iy 20 Gy FHRSMILEEE 2 {5 2 HALL
b SRR B A A AR S 0 [RIIREAS T = A
& prednisone o BREL TG &G H RiF DR
B S RE - T 2R (2172 6 i
H ) S i AR R E R RS - 12 PR RRERZE H AR
ML B S EA RLF - BRIRERS A&yl
S PR EE ; (2 - B DS SRS 80
A RS A8 (SRS 2 iR R MERY ) - #9 5% HY B
o NEREARE - PR AEEREIRIR R - IR0
B E o NRAE R Tl vl RECR Fd )T - BfESR 1
Tt T R IR TFAE » — IR G DA R Fs e Fs
S AR 55 20 R 7 23 4 A HRL IS AR 1 e R S R 452 P
T e PR F - AN SR A iz i e — (R A -
Methylcellulose drops 1 gels (" A TR ") tha]
GBI - IRE BB BRIt o] DURGE A - £2
SN o D E R IR R HIR BR D REAR T E L
PRI EHBE FUHEAE 103 -

BAEE
RERR R KR D AE P * 2t BLAE B 1

HE TSH MK 2 < 0.1 uU/mL » HIE AR H H
SE 52 IR IR B RE U SE 5 [ EEHSE IR HLI 4 i
it T4 F0 T3{E 2 IEH Y o SalG IR FARBRDIEE T
HESE — it H B IR - REBEEZHEAIEFEIAR
= E o MG TSH @ % 1E 2 9 [E 4 B IR -
K2 Bom AN BRI EETK © 21 40
REMEFEEHREENTERRYD  BEE
HIE e EE AR A 10 o BHERIR FHIR AR S AE
JUMESE F 8 25 4 i3 HE 3 60 jak R0 26 JE A5 00 ik
ST A 0o BB A BE B Y B B R4 S 1%
w2 5 VB B BRFRIE 5 B RS FEEZIE
Tt o JHESE IR B AR R 3 A R i K 2% IR
AT LU HOIR IR D RE TUAETE Y B 28 14 4% g B
AR R B AR T4 (B INEIFR R b9 -
= IR BR D RE TCHERE ANE 1 O s s M e L
S R A D B A B EEH TR A BB
FEZ I (A5 IR Ry HEOIR B R 2% thyroid storm) -
RSIG RS L ER o LR ER A G R 3%
HIPRIPE » f HEAE BAZGIE % < B ML As 2 (1
I TSH R B T4) 36 37 BIAS 7 52 /S (8 /Nf 1
Ak PTU 300 £ 3¢ 8k methimazole %7K 60 Z 74 ©
TEAG T 26 — B PTU 19 —fEl/NFF % - FERE 25 68
FAAEY (SSKI » F A /NI TR R 3 — K
500 Zvu, ) CLENHITHH IR IR EER AT R 7300 » LR
FAEGLREZER B3+ ERE SR/ INRE iR dG T
propranolol 40 Z 5y, ( BRI EFFIRES ) - ILHE
AR = DA (b L o B- B LR RS U
A HEfE — 5.0 IR AR T O PR TR I R %
75+ A AT RE B S — A AL A O B A DIEE » 1R
BRI D EImAY R - BRI AL
W20 ZE DIRERITETL M EEH] < Hydrocortisone
7S INEF TR 50 22 Bl B2 1 G Uk BE -
i B aspirin - [K &€ T-#8 T4 f1 TBG 1945
B o SEERIMAE IR T4 FhiE 1© - R 4-6 RiE
— RIMAEIFHE T4 - HFHE T4 8230 1% & BN
IRF > PTU FOR Ay 7] 2 2 ek /)N« RAI G E
LHHAET L UEHEE 2-4 1% -

RZ 15 2 Y B AR AR T HETUEIE

AR EER FUIR IR S REVCHEAE - FEHIE
4% TSH - 1M 4% TSH A H A2 R & T |
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R4 < 0.1 uU/mL3® - 415 TSH < 0.1 uU/mL -
JE R 5 I AR 3 e T4 LUK 2 2 B - RALIGIRAE
EAWIE 2T KILEEEE —AE L
propylthiouracil (PTU) y5# - 55— ~ =ZaHAdk L
methimazole (MMI) 55 » [R5 Eil 206 26 K4 Ay
TRBEERE ¢ o FEfSE 4 SRR B DU Ry 4 1 e
T4 $30 E i B FRAE DUEE S e 5 HH IR R D
REAR IE » 7R 1R 2Ry % B 3l R P /e 22 A
EEA o FEERF PTU & AR vT DU
H 1k atenolol 25-50 2 v SR KR fAER o G 5 AT
AR S /N BRI FEIR IR D RE LR SE - FE1E M
5 = R T 2ty A A AR R A S SR P59 Bk 2R
9 (thyroid-stimulating immunoglobulin) DIEEE
TR -

ZAGET M R ARBRBE & O FRARBR HE BE
JL:LEE’J M
o 1k % &G E IR PR i S Plummer’s
disease » Eil B g R 4% FIE (Graves’ disease) fifiE
AN FUHORIREEY) th Ik R AR B RE e
(R BE 52 40 o SER S 1) P S8 6 ] 2 A1) SR e
REVLETR - RO R TG % - EH
D BAERLIE R KRB EE - AT LAE R A AR H
PURRARSE 7 -

FRARBR 43 A B 8 ER MR IR B 5 7

WUE A LTRERE (B8R IRE
FERAK LR 51.2% « RARMREH KRR
15 R H AT - % 32 G 52 A RE 32 4R R R i A
K& - BRBFREFEE  KEERfE " &
e L R BEREKE , Wil R 10412 H
7 HEEIE T RISy i PR R R A A
e BUSINAE B 2 S S I i L R R
FRENZ IR » HJR 12 ~ 20 250 / AT a7
F 20 ~3BEw/ AT DU R R RS R
B o ACHRHIH SRR AR R (WHO) RY&EEE « BAEA
— R T B By 150 F805E (ng) 5 B A AER
HB%@ 120 fioe | H 5 1340 20 33 N ZE 200 fd

s IALFE B Ry SO MILFERG SR GL T T » SRy
IJ | 250 fe / H 2

thomme A9 kX RMWAm BARAE FFH OLEE Haw

+ FRARRRIE RETTAEE

HETTSEY) B RO PR IR T RS R0 - i S
o TARMLER R - (R AR - BRI AR
Bl —fie AAHIE] > S EAS R B 1T R REE o IR i
THEE(R MAURTE - INERECRRTT & - feeE
BEROHFEEGIIN - UL A 2 B =
EEAY) - WAt e 2

=~ FHRBRINAER T

WBFHKRE®EZE  BRYTHIUES
(R - S35 A A R B - W A S E RE L
TiE e (SRR RE - BR R FE KA B I S ~ 22 i
T R S BT AR 2

= FERETEMSR (MBNEZFIEEXE

52 100 #5 ) OB E

(—) BERLEAE © HEg R IRER S
R FRSR R A RE VO E - v R HIC & fG TR

(=) WA RIS« AR FR IR 2
— il H B2 RN - IR IR S RE R RE 2 1R
o (H ek e I IR RE R T AR S - (K
Rl g F mI SRR A FROIR IR - 1577 L o A e JEe
FORIREIRER T

(=) B MR T isR giba s « 1IN
BRDIRETCHERE R AR A IRHIRER R - BRI T
Pl % A 15 R BCR TR IR RTS8 - FGIR BRI A
BHERF - 1T E B VR Bl R R A o (R
BRI H Y2 B R AL - DU B
PRl i B IR DI R iR IR R 76
SRR R 2 -

i

HUR AR DO RE R N B A & A OBk g ~
B~ T8~ BEE B INFEAER 5 HUIRERDIRE T UE
g ARH DU ~ 258~ T8 B #8E
RIS TEAEARSRIR o Wi IR L DA 52 i B B A A ]
DUHE B A Z FHIRBREORE - FEFELL TSH ~ free
T4 5 T4 ~ T3 DI E 2B - I3 1ML AR IR hAE
K NEEA > R B B s e PRI 22
BEURTE (FRARIR TR UTER ~ B Pl i - 58
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V)~ EREHRIREE RN BEIIRENESE -
IBFEIY I IE A 7S IR IR SR B OIREIE R, © ¥R
FEACRAIE A » HEUVNFRIEBLE - R LFHA
Pl o HUIRIRZDRER N3 REE IR - "laed
SRR K I B 3K - BRET BRI RIGHE4) -
JiEE X7 BTG T 0 B Wi Y B R R~ ITTLJBR
o T S5 SCRF PR IE R - I 7S FEOIR IR 358 B B [
P o FIRBRDIRELERY IR » FLAEE Bin K 28 K
e~ FEIERIRIRAS B IE ~ 551 25 38 1 IR Bt
HiifE S o HIRHE TN EEREIRREY - F
7 ~ AR o B IR 1% 58 FIRY thionamides /i
AR BR 2% » 4] carbimazole ~ methimazole ~
propylthiouracil (PTU) a#S I HEAL ~ #1I
il iodotyrosine AH#S & B by HIR IR 22 ~ #IIH T4
AR Y, T3 (PTU) b DUE HH IR IR D RE MRS 1
o GRS ET R R R A TTRE S R
B IMERE N SFEITER 8 T RIREEYIG
B R IR BR DD RE S 2 W A & 0 DA%R
W EEIR G B HRIR D REAR T o DAFiT s
TERUEHE - (T EHEE SE R HIRBDIEE T
HEEGE B AR FHARBRDIREAR T  HRBR DY
REJUHE AR B V68 - TREE IR IR 1 2% - Itk
WEBRIG R 25 K32 (ANRkEL ) #b - 75 LL Lugol’s
solution ~ B-blockers ~ thionamide -~ %H [& % <575
B o 2R AR RE R MEH - nE—
25 B FL I3 o TR B #E DUde (£ 2k anti-
TPO Ab) - FEZEEHRIRE RIS - AlERE
FROR IR EERER N RERY rTREME = - IR SR H
o SRR RS THE - WISRTRARADEEE)
HRMmga Eim - —EE Ll 2B H2E
IR TSH{E » #&i? 10 1U/mL m#G 7 FHR IR 2
75 5 7 TSH /A 10 1U/mL B fg s s IR
{H anti-TPO Ab [514: - th A& ke T HUIRIR 32 4l
F BE B HEFHARBRIIRE - 4Bl
1 B Rl R FOIR BB RE ARSI i AH B B & B X
T B BRI HIRIR A - 8 A SR
WA HURBR RS 51~ 55— AUBEIRIE ~ HIRAR
[ s 5 G HH B A - fEatEIE A
SR AR T SEE IR DA s - DIV E R
HIBRER B RMERY B A A B A EAERE
TERRARSRERGH] - H RGN E  -
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Dysfunction of thyroid hormone may affect our metabolism. Patients who have hypothyroidism may have symp-
toms like slow heart rate, constipation, cold intolerance, and increase of body weight, etc. However, palpitation,
anxiety, restlessness, heat intolerance, and body weight loss may be seen in patients with hyperthyroidism. We
could make the diagnosis according to the thyroid function test, such as thyroid stimulating hormone (TSH), free
T4, T4, or T3, and autoantibodies after we reviewed the patient’s history and performed the physical examination.
The causes of primary hypothyroidism included autoimmune thyroiditis, iatrogenic (thyroidectomy, I-131 ablation,
or medication for treatment of hyperthyroidism), or congenital disease, etc. The treatment of hypothyroidism was
daily use of the synthetic thyroid hormone levothyroxine, with low dose in the elder patients. Myxedema coma, a
life-threatening condition is the result of long-term, undiagnosed hypothyroidism. Graves’ disease, toxic adenoma,
or toxic multinodular goiter (Plummer’s disease) can cause hyperthyroidism. Treatment of hyperthyroidism included
anti-thyroid drugs (thionamides, such as carbimazole, methimazole, or propylthiouracil), surgery, or radioactive
iodine. Thyroid storm may be seen in the patients without adequate treatment of hyperthyroidism and we should
look for the precipitating factors and provide aggressive management. (J Intern Med Taiwan 2017; 28: 352-365)



