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lifEeay =N BT EHEHE
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s =plees i EiLEES AR B b
BRI =V AR Eples
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(insulin-like growth factor 1, IGF-1) 43 7h & % »
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L5 S e diuiE 25 i B LAY 18 M 9 o0 b R
5 o N 95% [y R IKINS T R4 KRR
ol ! H R E R (macroadenoma) -tk
DL E 2% HAlh FRKRIEAE 1 4 RFEHR
(growth hormone-releasing hormone, GHRH) 43t
% » FTREVE R IERT - Z65% (carcinoid -
ZYATIRRAE ) BSOS P IRE (5 E I e
B )*° 5 2. B4V (ectopic) ERFH 5 3. M
PEBS » BIANZ528 1 A o 55 — Y (multiple
endocrine neoplasia 1, MEN-1) - Carney complex ~
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Y ~ 2 E (ARHEREE ) ~ IS T EARIRELE (pituitary stalk compression)

R T
BREE A EISEREE | KB PRSI - MEIRIEAEE - B LA
(asseffect) e ZoPE RS - WAL ; BRI
oo PIBIA (LB B ORI ) - SRS (R e
S~ R BRI )  FRLAINE « MEEBCRAIBITE « 29T ~ SRR
RIS - T - SR TR - I I R - 4
TGRSR « B RS - A - FARRIARIZE - AN - KA AL « B

REBRER ~ JES AR - SEENA - BRI

GH/IGF-14y &

@MY O (iR / SEFRE ) ~ S « CUREALCIILE ()
ENUE AL E PERILE ) ~ OEAEE (Bl =M ) ~ W iR

AR HTBRACEH RPN 2 AR~ BRSFRTUME  BERIRN
IR 5 EPIRSERRAE ~ IHEDRESEE ~ HEARRRERRE ~ MEARIPOR b iE
Mt fEseE A ~ FEIBEA > K= - WEIEERE - WG E R
A RAE AR YR ~ B RRAETRRIRIEIAR « BEbiEhE ~ B HEGR

HAWR P WETE R ~ RPRESHIRERAS

£ BRI A ERE T R, A b 1

G, 83.8%
TN 79.0%
FT8T 53.3%
SIS 39.3%
PR 30.1%
HREIR 13.6%
E2ew-a Hiiv=1:4 31.6%
FZREHE 24.3%
BE R 28.7%

WA ATRE A B E BRIV HE - F L A
IR A RE H R AR PRI T B A CR I © EAh -
i 2% A T AR e R v SR gy B

JIES T e e g T AR RRCERE (R —) ¢
3 8 SRR S IR o e R R S ) i AR R
AT H B B R AR A RE IR o e R E S Y
TE K ST 2 S AH R RF - ] RE 3B B S K BE
fit: (hypopituitarism) » 3 7] 5& B K 38 14 2 IR
% {K BEAE (hypothyroidism) ~ & | i K BE fiE
(hypoadrenalism) ~ M R{EHERE (hypogonadism) e
JIEE Jeg AR 3 1] = HE A IRF W S B v b FL 3R I AE
(hyperprolactinemia) - i 81— 25555 A FyPERRK AE

REARR B 5 A= b ZL R IMAE R AT RE 2 FH I
[FIRF S I E R A ZL R AT [k 101213

i 18 I IR R BRI S T Y
A~ FTEFR PR R AR (3480
Ak 83.8% ~ 79.0% ~ 53.3%) - H¥ R IETEZE
M B (EBUEREZ BT LRI H Ty 99.1%
98.1% ~ 71.7%) (&) - HERINRAEEEDHEN
I BEAE Y B SRR - (BB S
g A P ) =002 — 2 IRERREI S R U T
ki 5 HoAM A RUE RwiEr a8 - ek i
SHRR S HAL G OHE - &2 2 B I E 2 B
RN SIS e 22 RN S 1 T i
A S (amenorrhea) ATHEE 2V RE B TR R
FIREAR *° o FA IR AE R B R SR B b
B HiE iR - IR AHAERR R 7-10 447
FEASRSHT 1° - BRSPS BB OB A AT
AR IR R IR PR = 5 52 - DS T A R0 %E
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IGF-1 FEAE RRAURITN N A - AR AR B
I O A T AT AR 5
A HARIE R iR e - HEasERE
B2 [ 2B log linear FHBRME 7 » RIHESE
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Ba 5 EANE] - A RE S B e e S SR FIIRE -
G - AR katE - K 23 MER=EH
% 0 HEE 30% YRR E LSS AR M HERR I b
NERAERSIET 18 DRI PR AT S 4 5 B
Be 50 FH g A i 3 TA AR B (B O AR HEE 5 B RE R A,
[G] — {795 A% JE L 2 interassay variation » H JfE
SAEE—EEE - F—J0ETEE - 1A F
BIABRAY IGF-1 &l N - KIS FlEE A
[EIFY IGF-1 IEHAE » FIRERFFERF A A - HAl
SERFSEHE AT S0y IGF-1 IEHE - AR
WFJEeA -

G4 PR R 3 (AN1E ) Al RE & i
IGF-1 B » 1 1 Al 12 352 T m ] R e (K ik
HARRNRIE - B IGF-1 HEK 5 BLib -
I B =i ~ FRIRKRERIE ~ BB AT - BiERK
e~ PEIRIR PRSI A EFERIE » A RE S
IGF-1 fi ' « KB IGF-1 {HE N IEH K » RE
BT 2l mMHEN ERERESR - BRK
FERLE s TE IGF-1{HIEY » Bhmi Vs i
FERBILIRIE - IR ] R IGHET TR V12 -

SEAROmRAE R ERERRRIR -
BUE BRI A RN T
FERGHER M U — D iy

| HIRIGF-1 - GH |

IGF-1 E% ,
GH <0.4 pg/L
BEbR2Er &
kE:ElEL 3] Nadir GH <1.0 Nadir GH >1.0
R Awhs ug/L ug/L
;//
HE N EE RS R G
s
HTARES T =R BT R RS o
FE w
fS T EREA R GHRH -~ [ B e fg s (552
TR %% ~ octreoscan %
|
H& N EERE LSS
ERELTSR

IGF-1 = DR EFE 4 EK T 1 (insulin-like growth factor 1) ; GH = 4:3& (growth hormone) ; OGTT GH = IR & & FENH] 4=
F325r i EE (GH level during an oral glucose tolerance test) ; GHRH = ZE &334 (growth hormone-releasing hormone)
Modified from Lugo G, Pena L, Cordido F. Clinical manifestations and diagnosis of acromegaly. Int J Endocrinol 2012(1); 540398.
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(Z) & RZEREHRIE(E (random GH)

HEZR random GH Tt m] RE AU REUE i I
KNIE » HEHRIEFAYES T = iEf 2% % (episodic)
SbAE R KL AR 2 DB 2K random GH
Fa R AE Ry 2 BTk 18 5 Al WIS £ =M iE GH
<0.4 pg/L H IGF-1 =% » AATHERR IS b AHE
(HZEr 1 o SIVEWTFE— K N ARG S0 N —
R GH » WHVAREHEH—EEE - #E R
TEH AR GH SEEME <2.5 pg/L - 1B K HE
s AR E R 5 HEL{EEL IGF-1 ~ OGTT
GH {EHRE 202
(=) ORFEEDFEIEREZSWHE (OGTT

GH)

— i 58 Ry 72 72 [ s i AR K EE Y 2 < AT HE
(gold standard)®® : 752347 1z 759 % 5 -
Freda 5 A58 OGTT [ 1% ARy GH HIH
F] 0.0940.004 pg/L » PRk 0.14 pg/L?® » 5
B R P4 I RHER Fmit & (American Association of
Clinical Endocrinologists, AACE) 2011 FERYIGHE
8558005 - BaE W= T Ay » nadir GH 1y
AL FE T E] 0.4 pg/L' 5 {HEB N5 b2
(Endocrine Society, ES) 2014 FRIIEHETET |38 R
JRA 1.0 pg/L RUREHES 2 % - [RDRy UG 5 R RK
J&% (ultrasensitivie) GH JHI"E HiEA 3% AACE
HOREHE » 1T H TR 25 B B = ) i 2 L RSURK
& 5 Akt 1.0 po/L H9REHE » nlpEer ezl
SRR AT ACE 242 « B ~ &k
HEREATE BMI {E S5 K] 32 A R oy 25 250 Bkt AR 52
W SRR IE R AR E S e
(M) Eth B =mE RN

fufE - PIRERAERKFHSEEN -3 (IGF
binding protein-3, IGFBP-3) J1E 226 « EHAR iR
SRS EERES (TRH stimulation test)®?” %5 -
(A) &8 eE

AR CIEA R IR SRR A R - e
— AT N AR A2 A MRI - DA
B e A NS S EERe - I FTFE L AT A JE Y
KN~ ACENRIORERE - 3 B nIf ST
S AE )+ e T T i By b A DA 7E 9 12
A EREEER AR A W 7 CRE R E SR
Fly - FERTUET TASA IS - "TRHE
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e A/ NER RS HURE BSR4 - UHF
& GHRH 3853 [REAI I A AHE (ectopic
GHRH induced acromegaly) . RJEE: 5 JHLAEIE DT
JEHER - FUEATE BN ASE R KM 0.5% 1L
T 229 o SRR b A I AR B B SR A AR
ST IR B > SO N EERE MRI g Al SRl A
2% TR T o BCHY HH A e B SR R e P
SRE AR GHRH JREE 5 N5 E7t - AEEts
PR EEEs CT » B¢ octreoscan &5 4729 -

— RESHHE

R BRI ALER - D eEE s
TAAE— 255 G OHE - A0 IUEE ~ B8 IR ~
OB ~ BRARTR « HEIRRERES ; BIBEAER
Jist i HEAHE B AH BRIG R AN TR AR R UIBR T 2% - IR
JETE S b A A BFRE N BHETR IR - RFE TR
TEHEH] R EEIRF » BRI 2 B U AGE /35 55— 1|
HWRINEGOHE *  $HBETHE - TR TEE
A IEJF ~ SECEFA - (HZE B SRS AG T Rl eSS
FOREAIEEY) 2 - ILAh - ERFBIERLL R S OHER
R
(=) KizERtnE

EAEPARIE - AN SRR IPNCAEN
JE# (neoplasia) YRS > 5 S3HMATFSEREBIENE
REET e/ MR 40 B - [ B AE {7 & WA SR A
SRR R %2 o R 5 R E A TR Bike
A RS T PR R 02 G B AR R
ARV
(Z) HikigtaE

% UL IR T BEUR » 54% B IR B B ARE
REE G FRIRASET (K9 25% JBRasEfsai ) -
18-20% 45 1% L FFOIR BRI ~ 1.2-7.2% 45 FIR IR
Wi o RIS e E AR AR A FRIR R - AR
BRI AAG REHE A
()BT ERRIRERE

sz i B ARE A B e & F e b L 38 I 13
FIE R RELE > IR RIEH =20 & —HUJE T 2
TR TR R I E R AR W2 E
FERIRSELE T S HEARIRF T E 2L RO RSP O (stalk
effect) ; Kk AfER2 G A ARE £ T =5 AR BRI
FURIREL - BEAL - BT HE RS A ] [ I R A
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FEASDIRETGR - MOREST B HARER ~ B EiR ~ 1%
MREF IR BE D REMET TR L - W15 DL S AH R oy
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bl PR P RE P 8955 A HH B AU B LK
ERYSMEREEML - (EARE] GH F1 IGF-1 HE IR -
ICIRE 5 e i 1 I B AHE (pseudo-acromegaly)
BRI RETE -« SRRk » E 5398 A TRE 2 K
150 BB J5 3R IMILAE 5 B Y A vk o0 R & A R
F o TR AT R R L 3 o ghab > R
B MENE KB BB ( XREE 2 M B B 5
pachydermoperiostosis) 78 i HEEEE M 7 b AT A
iE 5 e R FE RN A E AR - H R
IRATERE 3 ® -

VAN
=

~

— ARER
IR AE A HAR AL ¢ (1) k1 GH

FIIGF-1 EIEHAE 5 (2) ZEHIIER A/ 5 (3) JES
fEAR 5 (4) BEHESECIEER 5 (5) MERFIS T EEA8HYIE
HIURE o HAT— MR ARG HAE Ry IGF-1 £
P IE(ERE R IR REREIN > DUk GH [ <1 pg/
L - WFFERURIZ AT PR 1 ] R R E 5
(00 e i - 2 e e 2 S 0
GOHENSEL - AMERFE 2R -

= aRERE

IR U HE R FE TG 828 45 - B A5 T 1l - 28
PIRTNERE (8 ) -
(=) Filia%
L IGHRICR

% BB SRR RF & R AUESR L
R TMAGHE - Ty Hev 2 F2 VIR EEL
PRE IEH FASTIEE - A H ] USSR B #ha
7 o FARSCRILF R - RECERAIITIE
AR AR GH REEAEMI R LR N - W AERFE
FRER 9 8 H BB TRE * - BISMFEEUR -
A RARYEHET H. IGF-1 fll GH SR T F 48

fE 72 A IR i AR ACRE
| e
—— [EanEran
SERSRERT || Learmanzse o
L 2. R D IR B8 A B B L X
e mEeARE AR
PIRRRRE 1ERR (BT Fii
L &) ]

1. 28BN IGF-1 A1
GH (B1ERmaE

18 OGTT GH) T
2EIMETVEER | | mEnTis
& HAlE%E(EE ZANBEE
125} iR PR IR B L .

BEENRER A E
'

T
SRL 1554 (K H15)
,,,,,,,, |+ DABBEY) (AR

HREESEL  BREELRILERE

HECIRENEEERE ;

BABRERE - UEEIBNMHE - X

P35 —7*& SRL $8Z2Y) - sifif BEaE
!

BFIDABERY - MRDBRERERNER - EYDAEUREN
FAMZE - UEBRAFNHERMSAEE  TRESTHRETE
ERERVERR - B AZEYA AN E BR B Bt

i BRESEMAERSES M - F5 2R AR RER

SRL = #EHIEZ 23U #E24HZEY) (somatostatin receptor ligand)

; DA = Z {2 %50%] (dopamine agonist) ; IGF-1 = Bl E 24

EXT- 1 (insulin-like growth factor 1) ; GH = 4= &% (growth hormone) ; OGTT GH = [IfR#&ZFEHIH] 4 B 2540 (GH

level during an oral glucose tolerance test)

Modified from Katznelson L, Laws ER Jr, Melmed S, et al. Acromegaly: an endocrine society clinical practice guideline. J Clin

Endocrinol Metab 2014; 99: 3933-51.
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R #E (microadenoma) » &¥E K TR 0] 3% 80%
LB - [RIBE 58 7 #E S F 1l 6 9% 5 {H KL 2em
F4 macroadenoma X I =& {# 40-50% - ffijgij GH
> 30ug/L Ko Al RERILIEHIE - BTG
P D3R 20-50% ; 1fj GH > 200pg/L B & ffE
E MR A B E R - RIS TR T RESE Tl
W6 10 o R BB BE M T SE IR E VAR o SR B
flral GH IR (p=0.0193) ~ AT A/NEA >2cm
(p=0.0063) ~ DLk fiat 5 fEiEm 8 (p<0.001) 5
e 5 A iR 2 SR U E L [ (suprasellar
extension) HI#Z MR (0=0.229)* - FHiiifsH 7]
RE1E %S - BIYMITICEE R ALAEIE B8R 2-8%" - 53
HMFFFE 2 B Al i i BT SRR A AR - SR
HEMR—EIEES 1 RIAT 5 R I
Yo B e e AR A -

BIBERAESS BARIGEIN - T/ a BN
= B E YA R E » —IEISE LR T
flig % R 56 A A% R Y FR A R B B2 2 AT ARG Y
B WM AE 2 SRL BHEYRRR —2
W% IGF-1 JE1SHEHIRY LR 53 Bl Ry 71.4% F
53.3%°% o f5 L ik A H 8k LU 52 2 YR (FIanfs
AU E i #2 1y macroadenoma) » 7 FE SEETT fiE
TR TRAE il (debulking) DACKEE THER FIZEYIIARERN
R —IAMSEEDR debulking #2155 A ¥ SRL %4
SEYI I HER BT %8 -

bk AR 8 il .\ 32 3 T il A1 s B A A
FE ED s T Ay S SR P B e v PR R T ~ B A
TEER ~ DU THHIZEY RGOSR § Bk el
(densely granulated) 4 2852 SRL 2EZEY)1
[ RE R R AR ERSY (sparsely granulated) A= K38
F7 [39] » i i 2L 3R G el SR IG5 1k g ek 8 ] e 3
DA JHSEY) S ST 1°
2. Flr ik

A 5 P AR 0 55 =2 G 8 D) Bl (trans-
sphenoidal adenomectomy) - & BLELFL A ~ 2
R - MR IKIERRSE © 535N i o R
FEZ BBy ~ ST (neuronavigation) ¢ 5E
REEHT AR » TG RRCR S E—2
FEFF 10 o LR AT R BRSPS R R R
T AR R A B 32 P 8 Tl 7S A5 H
#% IGF-1 [E45 2 [EH (ISR A > HIlTRIRIE

EHERAER 289

(Rt LEEE 0 5 AN MRS e B R A
BRAE AR ERINEEIER ~ HEER - FigfiR
S HmEEE AR - GREERH LIS Y)
BRAY S T AR IR - 2R 0] 3 R AR Y BB
ﬁﬁ 10

3. Flr O e R B 5

Fly T REEEEH IS T EASHARIRE - &
R B A T R R TS DR B R R RE N 2 B L FE
R HERR ~ HIRBR SRR AR S50 - KIL
it T RN B RE © Rt RN IR
R ESHIS T AR EEDIRE - 5 L8 AT EE
RIFLFIPR SR (ADH) 433 525 T H B e M A
SMIME » ZEWL SRR UK SRS ~ B Hl AR
B o SHIMEIRFIERI IR ARE R L R AR
EFFELL desmopressin JEKE—BURFR] » PEFEE
ERL iy AE R SRR AT S [REASF PR BE R « BLPRFRfE
FEEL - BRI A RZE e RE - th A 55
% desmopressin J45% 10 o TR A AEIE S B
ik SECES M TS (AN ) 186 - ISE
BERINR ~ SrPBRzEeL 8K - FREITEN
P HEEFARAHRO O 2 E S IR ZE A
MRS » (HE A SRIGIUE 2 -

FH A IR b JE K R 35 A PR S B R
BRI RE - = filg ok RS FE R I E B B L Y
IR SE - A e AR 2B T8 B 5 e s 5 [ 46
& (fiberoptic intubation) o 2 A Sl g & GFHEHR
R of I - AR DL R N B B R RR
K 1T AT RE B A £ OF 2% RSB 2% 5 e 1 SR
(pneumocephalus) 4 JE\RS » il 1% E=S R ARG T
R R R 2% (CPAP) —BRIFRE » Ffhl
EHBANKERERIMNRIITE 10 o SERIR IS
R R B O B 5 MR I 5 T FE I R 42
iR~ BeZEim Ay (high-output) (LIRS
flir BB = B9 A - A R TR E A SRL #HZE
PR T pi g -

4. R FHiy

B S —IE TR - R TR ARRETE &
FRMRAYIE AR Filitk - R FiE
NELIR T PTGk o RERBEREat T 84 [ifl
BIE R H IR EUR - B RFHrE A fire fE
Fi octreotide Fff FHTGHEAR » BH B A Flrsk
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BiF octreotide J&J7 *° o [KI LB E T4 15 B 0l M
EREFNGREEIREA - GEEREREYE
FFaTFlaieey - EEEXTFil - SRNESRE
BRI TR

(Z) ZEaik

T 18 ] A 6 9 IS i S Ko Y BE ) L AR
RNz sl e %E%EY) (somatostatin receptor
ligands, SRL) 02 2% {E 547 (dopamine agonist,
DA) (sl =) o 75 35 5] F8 35 3k =0l - g
DIYIER (B0 s ERILIEAE ) iR G R
FTHASAE X~ B2 Tl TG B 512
HAN RLRE - 0] 5 REGE R SRR IR PR TG 42
VIR AT A Jos A 42 32 TBCER TG 8 18 A T B A R
AR EE MEIGHR  BLAb » 5 SERiIE M E Rt 5t
BT 0 HGE LA A8 ERYE (pituitary
macroadenoma) Ji§ A fliTRiT /e3¢ SRL XEZEY)IGHE
ANEH - FTERFFFIMITAREER 2 o IR
REH 2T - BB AT H A SR 0y /4
2 o
1. #eHNZESZ 2007 #e A EEY) (somatostatin recep-
tor ligand, SRL)

N4 RMFEUY - sSiig IR2E Y
(somatostatin analogue, SSA) - [t 2H 547 5 fy Eil
& T~ EEE e ERIRSHIZRZ 28 (HLFS somatosatin
subtype sst1-5 SEREHIFEZERAEAY ) K - EEHD
A RS IBRER 10 o ERIRITZER A R
AU B sst2 2 B AR R AHRE *°
Rt — e ¥ sst2 RE & BN JH =Y SRL 28
#9401 octreotide (g 55 44 Sandostatin LAR 3%
158 RAKE BT SS #1) =k lanreotide (R4 4h %4
Somatulin autogel #1555 KA EEIER ) 16
3 140 IGHRIFEIERHR (Cushing’s disease) %EY)
pasireotide » A (75 5L 44 Signifor LAR
R IR AR RETE S ) BT RS B A AE
(B ESE 5 BLBE%S sstl,2,3,5 Zan B HIREITHS
BRI % R E AR SR AE A B
I - IS B EE AR R nEEYE
HIZE (TFDA) & » FIINE TS AL/
EIE B AR » T H LIS —HH SRL %HEE
Ve NI R BB e A -

WFFeEE R » DIESHY SRL JESEYIE B —Hf

V598 (primary therapy) S£+5 48 i 1% » 70.1% j&/
N IGF-1 TR IEHAE 7 5 S—IETFeiEs
HEE R SRL FEEY)HUOR — G 12 {8 H
% - 75.5% Ji§ ARUIE T HEBS R/ E D 25% -
SOMUIERAETRE ~ 20T ~ WHARIE K ~ SRS
TEAR e SIS 0% T - Ihob > —IESHER
Ra R R SRy (medically naive) 2R ARYE
BRZ v 2 = HARR IR W22 38 B - R pasire-
otide [ HERE A4 octreotide® ; [fij & A BS
e gt H -G A R B 32 B 165 (treatment
naive) MR AETT A543 HT (serial follow-up) »
f RIREE B R pasireotide /F Ry —Hia I
LT+ B GH FIT IGF-1 (978 518 A = s
octreotide » i/ MERZHIRR LR B i 0 -

il RS SRL FHEEY)IGHR I e R A -
I R B R B OGS TA IR O s AR AT
O 53— 1 SRL JHEEY) » — L LFERE S
= HARFZ249 A {5 [ octreotide =Y lanreotide J%&%%
REERIIE A » CLFH pasireotide 24 %% » 15-20%
W ARY IGF-1 [EETEHE - H IGF-1 {H R
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Expert’s Consensus on Management of
Acromegaly in Taiwan

Tien-Chun Chang, et al.

National Taiwan University College of Medicine, et al.

Acromegaly is due to overproduction of GH and insulin-like growth factor-1 after puberty, which resulting
in abnormal hyperplasia or hypertrophy of generalized organs. These include appearance and other pathological
changes. Itis a chronic endocrine disorder. The major cause is growth hormone producing tumor of the pituitary gland.
The prevalence rate is 40-125/1,000,000. Annual increase of 3-4 cases/1,000,000. This consensus of diagnosis,
treatment and follow-up of acromegaly is formed after several meetings of specialists in this field in Taiwan, to provide
for the reference of management of this disorder. (J Intern Med Taiwan 2016; 27: 283-294)



