A2 2011 : 22 :9-18
2l >
% 5% AE K JE
AR kT OREMS WREY RMRS AAYS
B EH [ 48 BT "Ry A
ZEBEERE P AEHRAHH O REBEF
WERRBE  RAE RS
SHERBEE  ° AAFITRAH

J 3% B8 K JE (acromegaly) £ —F k7 > B AR T AEFHHFERIEKR AL AW
R Ao jA @ o #@F 4 &k £ (growth hormone, GH) 8 5~k » A HF &AM AT B EHBHAM S »
b & 3l #2 E AJE (gigantism) : M A FANAIL > DG EHMERERE - £ Rk EZSRES
RmAA AR RER NP ERBIRPLARER - SRR OLETERAER &
et PG BER - AR EIERAREFORELZIHA B WH (A REGREN
& >1 ng/mL) XM B %4 & B -F -1 (insulin-like growth factor 1, IGF-1) #28 & &£ % & o &%
BRAEEABYEREMNIGF-1 2k WwRRBRAREEMIERG - DEK T ERRE IR
(trans-sphenoid pituitary adenomectomy) J& A& & ¢ 69 & 3% o VAR YIS 69 K 5k o 4o R IF
FFAT &AM A R A IGF-1 MREREET » AT ERAMNR® > GRENMIZENY X
A (somatostatin analogues) & A4 & o 1% A2 3 F A 004 38,90 A A bk R B 4E A
B o BT H AR R A R E 2 B4 A (growth hormone receptor antagonist) © 254 o Bk Ae K
T RALERBEARR S CRETLAL S TRAGPRH T @OTAK  THABEXE -

FA$2ED - EAJE (Gigantism)
FimAEAAE (Acromegaly)
4 R (Growth hormone)
¥EEEREREF -1 (Insulin-like growth factor 1, IGF-1)
=R (Pituitary)
e 100-1,000 ng/mL > {EE®R I A] NREREIEH o &
RIS RAERRINW  (EEEW 2N FHBBRGR

52 9 AE AE = 2 72 3 A8 43 W 2R R SR A
M B e A e A R P IR o0
ZHERFR o IEH MR E RFAVIRE <2
ng/mL 1115 5 AL ARE B9 A » HC R n] v

PS> WL G5 EENE 5 EFF L%
Al B HBImATKAE » BLPREEANH & - HHA
2 G P ECHR ~ B R AR AR -
HEATSEDIRE T » WRITHE RE TSR - RS AT EEN

WA BRT

WAHUR + 11217 G TREE B IS —F 201 38 & b4 KA B I A0 37 IR A
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R P 1 KRR S - T 5 | FEE A 2% 1 e S i BE D RE (K
™ o WRALTERE R P A5 AL AR E
EIRE  GIEIRANISETER » B S 1
1 FEREMLL 40-45 %% ' o
MITIREE

BembE AR R T REE) - &%
R > IRIEE SR BRATAREEE A
149 40-70 i > MAFEREEE A > A LI
3-4 (LRGN o gt o BEAKIA 800
ZANLImRACKERR A » RRERIET R 60 IRV HT
TR o (H T —AE B S SRR o HE A
KIEMEATARFE & - LRI B E &
A% 100-130 17 ° > FEE BT E ALK E
1,000 i * »

|ES

—  ERFDWBD Sl AERFEIEL R
JRIA > ELEG T ERE ISR (pituitary tumor)
YRS NEJE (extra-pituitary tumor) — AK%H »
15 99% ©

(—) MEHGMER © SRR BRI - WRETE G
HHEM o 8 BT (a-subunit) 5% 4= BE 2258
M AR EH ERIR (LB (adenylate cyclase) H &)
) - 3 cAMP {58 FUE R AL - (A
MAER M o TER Wb AR R FR IR * o
ARFBIWRZHRINE 98% LG HA
B SN TR PN E G PN G )
R AN - D WO 08 A SR -
(AL UL BURERT 73 £ (1) #ECa RERLAY
oM R RERL U A R SR AT R R (densely or
sparsely granulated GH cell adenoma) : J& />
56 2 FE A T2 (pure somatotroph
pituitary adenoma) > I 15 60% ° (2) i& & 14
A R T PL R MR (mixed GH cell
and prolactin cell adenoma) : [F]IF 73 W4 =
R ZLFE » KA 25% o (3) #2 2L e F Al
fY B %8 (mammosomatrope cell adenoma) :
94 10% © (4) HAth 2 /0 B B - (2
1 3% » BIAN : (a) % B3R 7 Wb i I i Jed
(plurihormonal adenoma) : 7] 73 %A & {2 &

AR KR BhRYE

% (follicular stimulating hormone; FSH) ~
5 fi% i€ % (luteinizing hormone; LH) ~ H K
Jif {¢ 3 (thyroid stimulating hormone; TSH)
1k B BRAE 14 i 3 (chorionic gonadotropin
hormone; CG) 5% ° (b) /£ = Ml ie sk i t%
(GH cell carcinoma or metastases) : K % 8
R RE s B - D BB R (R B R
ANEN 20 51 ) o (c) F 1 U2 BN 43 Ul e IR
(multiple endocrine neoplasia-1) : {f A I ©
(d) FRAUE B Bl 55 A 25 1 T A AR (ectopic
sphenoid or parapharyngeal sinus pituitary
adenoma) ° & i [lF &7 [EL 1€ >10 mm I » K
I =77 & — W NG C A m e ot » 59 =
oy —HINERE B A R » B S
NGRS = FRSAERFR i % - B IGF-1

(=) FhERENEE « (215 1% > Fla - BRI
SR LA -

—_~ 4% K % ¥ % (growth hormone-releasing
hormone) DB : &Rk A R FEER 7 W
W2 W JFIA - BLEG T il (central) FTJE 32
(peripheral) — AJH » —FEAE] 1% ©

(—) W s TR A R BRSO UAE o A
PE# (hamartoma) ~ K1 T# (choristoma) ~
S E AR (ganglioneuroma) 5% o

(Z) JAE - BTV R FEEER W - B4
SCREFRIEIR ~ RS MM RESE ~ Adi/ A
T~ B R~ TR R A R e I 5 A
R e © o B R PR B AR AR PO EE AR Sl A B
B FREHRERNERFZERZE > @
AR LA e 4 oy Wbt 26 W AR R R A R -
{EL3E S8 e i 1 B ) > ) e R AR

= AL
g °

EmPRAEAR

B AE AE S — e RS ik 1% » PR 223
DROE i T B FELRE ) K N~ IR ~ BRI
UWHITE D - FIETIE R AR O 2 - I
SmACKAE R R R b % - el Re A etk
B3R ~ HUIRBRIESR ~ B LRRE B8 3R 0 A 2
S (EDIBETTE R RE R AR 4 - o B iR
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TS EESER ~ A1) B ~ AR ~ RS
P~ B R BN AERR D WES MRBE
2 SRR ~ Bas bl B AR AT s S IEEE
RO~ [BR TTRTHDCRE A B2 2R R i B — R SR
HEAR > I - RIS (18— ) ~ BAERR s T
A AR » TR W CE M 21T » BRI A (([E
T REULEEA] - FERILE - SRR R

B—: KEHEE  BERERRIZE  SRER - B/
RERBIER - SREEAK -

B BENEEAASE EREE . SEENAE
1B SBEE - TERANE  BSHESBE -
EamsE A -

L > DR S R WS 2 AR S MR - BT AL
[} S UERE TS R RENE )
K> TR RRIZE - PERNE T - A IR - 5
ERARERRANTZ - [ SR E B - SEEEA
BEHE - RS EI - T (E =) M (E
V9 ) K~ B - EREMRSHRIEN(F > P2 e T
B8N IER IR ARRST » i HE R T

B=: FEX  BE  BAMKEHEEIE - (ZRERY

B) o

B : BIEA - US> P - (GRLESHR) -

Bh : REMKIE : B8 - RTEEXEBHARSER -
HERERRSRENOERZ— -
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B 8IS - o A UCAE AT A= R AR S T R
W T8 i o R ERF IR - LAEGE ) -
HERBNAER - v] 7L ORITETE
(i R E (7 ) FIZS 2% -

EEEHETH > KEEa8E L1
PRI K o v I B0 70 & B s sk D #0H
AIRE o B —RAFIERUR 7 BRI AE AESR
NH)EEEERER ARG 2R (BEEEE
YTt 3E A 2805 1 (57.5% vs. 22.6%) ° ‘B BHETH A
B B R 8 R AR th ) - 1 30-70% » BLFEIS
W~ IRBHAN ~NEAEME - BHAMS Bhbetee - BRAT{EAE -
FIE% 220 A MR - HOR T RERRTRE » {12 {5 il
ARRIRAY B A

i 2 5 28 A A M ~ i DhRESE S ~ filvE
R~ A S A EIFRGER R GE K
78 > (TG DIV ELE FR 4% ~ i IR ATV DRI 5
AIREARFEIR A 1 EFEERE (sleep apnea syndrome)
FEAEHK 60-80% » LHIZHME o HAKER 7 2
PHZEM: » A =02 — ek - BE RESE
fiEE ~ WA T Bl R A B SeE HEm AR T

DOIME BRR £ Z R CHUEE ~ [E
AL ~ D BEIER ~ fe.0Z DRERUR ~ 5 I B
s IR AR ER I L35 ° > WIBALAIT > FTRER
BAEAEAR o 53 942 A= ) il B2 B g s 8 ~ A
SRETEITIN ~ B R — IE R )38 — B &R % 47
(renin-angiotensin-aldosterone system, RAAS) &
PERRAE ~ 20 A R AT L A RR - 1 il R
M EE RGO NUER o oMk o R O
i HHThRECE (A IEH L EES ) & ETIRY)
RESEH 1 IR CBEIGREIIRE T IEH © St > 18
FRIR Rk aT e & B OHEREE > K9 40%
IS AL ARERR A 5O ZE WIS M (ventricular
premature complexes) * A HB 77O F A T2 HEfE
iR HAEG BRI AE RAE R 1% - (RAFFHE
£ o LMK A RFZ T E AR AE R R
B > BmAL RAE R ALE 45 BRLAE » Nl
BRI I IR AL > LR PR SR MR I8 K 1
I LEAS R R8N 2 48 -

AT REOF B WAL SR T Wit 2% - T 2RI
A S EREL ~ @Al A BERTE R

AR KR BhRYE

FITRG 925 o PN it & 9 K 0 HL 20 Mk ~ 5 Mk
i W HUIRBR th AT REHE K o AR F W
8 % oy ek A IR 5 3 B MUK T Bl AR TR S SR T
P R BRI A R (16%-46%) J 2 K8 IR fi%
(20%-56%)"" © WI{£A m =M H AR AE > FE &
HIEEF (lipoprotein lipase, LPL) 1& LR » EEL
I A 3 B M P e M v > A B R RN o g I
KAERIR A & D AR s T RERG Y E & -
{Her gL RERGI B & SRR ZBRST ) A1
JE A% (lean body mass)'>" °

I A A FE I8 A I3 1,25-(OH),-D; B
AT REHT R DT bk o M 55 3 S 5 A W SR H 3
mPREG o PRES RS O N - A S EIAE
W& & 1 I IR IR 3 RERE (25 38 MR P 70 Wb e
Jei ) o BEAh o AN - s s iR
il S A AIAS RS ~ BRI AR A tha i s
HLELR7 [ N W) (skin tags) FILE AR 2GR -
(B A SRR B AN S M MR AE A #4228 o 41
SR NI A EAREAR » — B 50 B HoR
g o SRS D) RERAZ M I - MR TR 0 iR
TIIIRETER - T H R R TR 2 5 2R A
K SN0 T ULIRI R o

EREREMEE

it 25 78 AR IR 3R 8 G 1 S E
(radioimmunoassays, RIAs) > {H B & & A £ o
1M &% ¥ B {F A 7Y two-site immunoradiometric
assay(IRMAs) » AT SRV ' o B3 A4 RH
¥ <5 ng/mL(0.235 nmol/L) » {H 175 A RE il
E2| A RUA e TRANTITIE =Rk =T DR Y a3 AN
AN AR FRIIR AL AT 15 ng/mL > I&E) I A]
@2 100 ng/mL A 90% Ll ERRA » AR
FMIRE & >10 ng/mL o 42 5 3555 Wb Rk 77 19 X
BN 2-3 {5 > BREA RFBRAVIR T INE 16-20
15 © FIT 24 /NREA R AR R B (E 5 = 10-15
{5

IGF-1 Jho& » ROk 24 /R4 5K 54 07 W
FIRE RN N > RE3E A4 R BN log EAY BT
I > IGF-1 (8 B & Ba 2 o fin B » w]{E
5 B A RS B MR R PR AR - th AT 7 Ui AE
KAEGF RS A UHIIEIE o (BEES - 5&M
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R > QgAY IGF-1 BUREE ° » AT LITEREIR
W RS B FENNE FHAR
F 8 IGF-1 K2 s ia R R AN 1 e
IGF-1 FEMER SR 4 RN #i & E H -3 (IGF
binding protein-3, IGFBP-3) i & » {ER AL KIE
9 A > H IGFBP-3 th@ ¥y » {EAERGIKZE
JI i

ZEn

ORI I AR KA » (R E R RO 9 > 5
M E—R I AEH R AR E R
i o (B S EAR A BAEER > Z2E A5 - IR
RHEMVERARE » K A 912 e i s fs Al
L R 5 AR R R A RIVRHR > &
BB R R T B S T o BUE BB SR
MR » Az R SRR FE I E - e i B 5 £l B
FI771E - Fm SRR EE e - o
DIFER. 2-3 EHBUEFEZER 7 - A RFBVIRES
< 0.4 ng/mL 1 IGF-1 WU EH » HIATHERRA:
Ui AEAAE > HAERFRAIRE > 0.4 ng/mL B (87)
IGF-1 W3R AR = » FIRTAIE AR & R ilEs LA
T el o IR A RFIFEBRAE R - £ R
FINRE < 1 ng/mL » AIATHERRISOmALAIE 5 #
HRFZNEE) > 1 ng/mL > HIRSRIEAIERZ
It o ZETIRKIEAE =B -
— ~ RIS BUmllRE G HR -
T e - EE AR AE R S IGF-1 AR
JERNA: RN HIEAR -

A R NGBS AR A E ) 4=
R 57 WA 5 2 72 B I o S K e fE] B D
PR B B A o BB 5A A Ak bt
ME5E 2 HE22 » ARG T 75 g TR K &)
HINE (ZELL 175 ghkg it IR KEE 75 g)
IR HEEFE VA IRAE 300 mL AOIEK R » 3f
125 o EEMIESE o Ak RTFIAR 1% 53 5l
2530 ~ 60 ~ 90 ~ 120 F1 180 47T » HhHL 3
mL ERIR M b > 1 AHZIS I BRI -
LItg i A% A R SRR L - Al e/ OB Ik
T3 AAEAT T i B Y B Y B &R - IEH A
MR 2 /N - A RFIIREEREE | ng
mL LU o Ml AERE A > AR

auj

FR) 73 WA AN 32 3] A HE RO IR > AR R SRR
& R ERATS > 5 ng/mL © {HA D BR ALED
At bEss » HARKZIREE <1 ng/
mL » T DU E A SERf Fe s SO (L B3
% (chemiluminescence) Fl1%& Y AR % (fluoro-
metric) KA A2 R FRIIRE - £ RFIE
JEMEETE< 0.3 ng/mL"®

~ AR - BEEE X Ot ] RUBEE R
JZ ~ RIS K - 25 o A ] R 4 K~
Al ZE R ~ S FHET TR o Wi [ RS0 i
B B ARLRE IR BE LI - WREHT R > IRZE R
filt o fediE EHEEIR 0 RELEMEET X B
IS EGRRR 52 B AT RE HY
BRI - M tRG e A BRI E R
Hate AR R2E ([E) » HAMEE

AR

[

BN RERIREERER N EERE - (LR%&Y
TREY) -
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R BRI e - th o] 3 A S H A RE i 224037
PR (a0 - B~ BEES ) o

ar

IR AE A i ey HAR £ 20 (1) R R
FHIREE] <1 ng/mL > (2)IGF-1 8 B PR AE 1
H o 3) SIEARES R OF B RE ©° o BLOL o 3R
AR A D e feg 1) 0 AT PR AR e Y DA RE -
WG JTEA (1) Y6 E 2) FilaiG 0 (3)
THERE o ZETFRARTRAE - QL © o
— ~ BYRE
(—) Bromocriptine : & I il 5 Jis A CRE B9 A

TR AL o B A R RN R R

it BUIL s Ae RJE 89 BS RJE K

ZAA =

EHIEE > 5T EEREIER Al R
(1.25 mg) Fts » FPIERTSCER R BLRY) —
FEAH - WIERIE R H—X » BHZRE
i EE > nTRERE 3-7 HYEM 1.25-2.5 mg
2O B A R & B H % 60-70
mg * —ME 15 mg LA L 2 73 2-3 RARA »
72 A% » SEARGRIGTES » FBEEIRED
2-3 Atk 2BHRERL » HL R IEREE ] - 4
KA ZLRAR MR RG 23 24 - H
IGF-1 FIRERESIPRAE E Y » HAH 10% °
Hr—1X cabergoline HYZLRIERAF > » [ 58 2
% @ %47 (dopamine agonists) * B #]]
HilAE R0 o (HHAFHER R (B

¥epl IGF-1 fe Ak KR 0E A

!

!

EF

It

N

HEFR 75 B M R % I K

2 R F A R

N\

Y

Y

A &k F09RAE <1 ng/mL

Ak FWIRAZ> 1 ng/mL

PR R e B

Y Y
SR E SR
SRS A B~ LA A B
¥k kBB EGEE

Y Y Y

b B e B N B F B F b e A
SRS Bk B SR AE S

Y \ 4

B4 I G T > JEH R A 618 B K
G T L

Y Y

A\
A

LB Y & L

EH AT 7 R o A 6

BT : KRB AESZEIeERE ° -
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WG 7 FLLE ) 1EEER 5 E T -
ERCEERRG TR IVE S E TRt -
DRI » & A s 1 — T B s R 429)
AT/ SR R B E A #4291 R EE
RE o K 60% 9 N EEARIER » £
x5 BB RREAR (B4 s BEO S MR~ 9
bR~ B8R ) » He=a L8 RImE -
JEE ~ BRI o
(=) BN DY) - ReH S B 38 A H 2 48
fili &5 0 WD AR R W BRI R 2 A
(somatostatin receptor, SST) 5 5 & i il »
FEE SST2 Fll SST5 o MLEE(EHEE—ih
FEIRE > Al 60-70% TR N ERFHIIREE <2
ng/mL > 50-80% IGF-1 HUBEERIR 5 >
20-70% MEFRAAE/ N o QLYW A G FIlTEE S
He @ ER > HIA] = 8 AR Al A >
CHYRE R T BRI NG - SEE 5 -
{5 SELR R Er 1 5 - BIVE AR RS TR S R AL
EIRAE B a iR (B1an - wEo >~ BER
M ~ BEEE ) » (HEH S EIRY - {8 R
fii A o LA B ERER - B E RS R
SYULEE RN R o Ik BT e HAT RS
FE TR T B R R R - (ARG
A RFAM IGF-1 IR PERIEIIE S » A n]
BEM - IREEASRESE f 26 — #3169 = H AR
ARSI RE YA AT A
1. Sandostatin (octreotide) : & J& #8 #ll 35 1Y
JUBK ALY © Octreotide LU 5 4111 532 4111 il
A RFBRITT R BB =
E FIRE R A 5 o U2 AO I PR 36 B 158
M octreotide 2K v 7 [ i AT JRCRE A4 9% 45
REE » Ttk R - BHR1EEE
LR EENEOR PN SR ik =i
F5 50 ug o B2 NS B 12 /NRF 1 2K
MR 100 ug » FFH 2-3 X < ik
Bz B 1 5 octreotide * — K = X » H: A
JiE - WA KUY octreotide LAR
(Sandostatin” LAR 10, 20, 30 mg) & H ]l
WIS — 2> BIRAR—KfEE > - th
G WFFERE T~ Sandostatin® LAR A [E % 1{F
AR — R AR > o

2. Somatuline (lanreotide) : ‘E&—fH#T ~ K
BOMBSHNRIALIY) - REANHIAE K FB/H 7
Wo o & —HEAR G RE BN A 4EY) - ]k
AR NG SRR RS SER) AN - BLA
Somatuline” Autogel® 60, 90, 120 mg °
AR TS — R > e R ERRIA ]
A A HITR DL ER%E -
3. Pasireotide (SOM230) : H: # ZF] SST1-3
1 SSTS #& & » #l & J1 E octreotide 1
lanreotide 5% > H Al & 1t % V) & Ba %
E& 27 °
(=) Pegvisomant (Somavert” 10, 15, 20 mg) : /&
— AR RSB DUR » EIE AR -
PH 1A R SR A2 s o - SR R R HY
G PERIR D IGF-1 WY FEAE o IATAEE NI AR
KA TWIER » R EE B A R AW
U SR EFAA R AK o Pegvisomant FZ T {5 &
H—2K » 90% IGF-1 HJUREE A PRIE EH >
(/D850 AR R TR 58 K > o FLEIE A A&
SRR & o EEEA R
N =P
FEVE R 1 38 - a2 A0 5 T 8 U BR il
U ~ VLS E AL SRR IR E A - (SO
BEF ez ~ 22 thE SR - Filnpf
SERE AT % AT ThRE IR G th & AHENK D - a il
A1 40-70%" o T4 A B BRI AL, » 6
EE B A AC RIS » AT MR o8 2 YRR i
% /MR (<10 mm) 3 E F IR« moKRE
(>10 mm) JCH 2 r g b 5 R Bl A m AR 8 - AR
RAVIRERSE » TG g(K - Bhb
F o Eath R B R Bl A REW
IR <2.5 ng/mL > # %I HE BT 1% A4 R FBHIIR
F£ 1 <1 ng/mL » ] {E FIG RO EEYE > o (HEE
FTE SRR 73 Bl DAE AR R SRR <1 ng/mL 1
il 7 B BT 1 AR R B HVIR L <0.4 ng/mL {EfSiR
TIRIEERE » —fhints 3 {18 H B E RBAIRE -
ERAT - QI @G Ra R s EEYna R > - Of
PN E AR =\ SR BN WIIRE ~
B GRS E - R W IEEH S
LR B T RS AT SE D REAR T R IR 1 B R
METEPR ARAE 5 FHBAHA S 5 01 50E « ELIE R
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S RBIEAE SRR
T Lt B
HREE RIS 1 ng/ml » WEMERRERRIORE R RS -
= 0.4 ng/mL °
WEETERSRIENIE ey e g - S EHATA R T -
HIBHLEG AR - R e e
M BRI < 1| ng/mL » WEBERTREEZBE 1523 EEMMIHRE R -
MeslEEC e < 04 ng/ml e

IGF-1 FIRREE IEH ©

FEfi e il L 2L & o

HEAEE ~ R mERG - MERER - &
Rzl ~ B BIKE TS HE Tl

FHBR A OF FAE - GG IR A AT 2855 - (H
LAIGRIK -
= NETaE

Rl ~ (B 6 e IR r i B A
Bt o SO TR AR N ~ T R R RE S
FEAREE » B L MR MR AR & » WO AR RFENEG
RT3 Wb o TR IR 5 (1T R B 02 A RE 2\ 5ok {58 I IR
fiei/ N o B RTT o HUEE REELEE R AR AR I
Y > #85 45-50 Gy » B 5 K> 45 [ 5 68
ESRIRS 50-60% * FIITRE 7-10 A RBNRE
AREVRIBIER, » AR RS o TESFHRR S L
RAIWERT > vl LLOF I 269365 o G R n El
EREHE « EREDIRERT ~ BLAESHELS ~ 180
RS I /7 Jg 48 > B3 5% S ML 52 > 80-100% 7
NIIRIEFTE 10-15 AN FELE o o KBTS T
A EENEDS » HIEKT 90 Gy > AI{H/ N\RIE ]
KRS BIFS 3 4EF 5 4% » AGHMmEER
FIPRRE < 5 ng/mL > TERETHAEAR FIER RS —
PHIE N o HF TS FIT (proton-knife) 7] $2
fit 120 Gy » =4 2—WyR ARITE 2 BN - i
RFEMRE < 5 ng/mL » (HF S 2-8 Fi% - AlhE
L RS DHEAK TAE o 35 T (y-knife) 537 18
TENLIBUE » SER T HEs Mt - alf A X~
ARSI B A R HR(S

HA A ERE IR T ~ FURIR S REIE
BEPRIFE ~ DR AR AE SRE AR AR A » R FEAIAE
ARIEHRE o B EIER E o thelfs 7O E R A
SEFARTH > {HZE (5 500k S kG T T RE S AR R BRI £
Y) o

AR

152 9 N AAE B 98 A AN R H $5 AT G
B o TAtREE - HILTUZRES ™ - BHIRTE AR
PFRERIHE 2 HEH - PF D 10 £ =
LR KO ME R © £ @& > K
IAERAERISE CER R IEH ARY 1.72 {5 » (HAR
e R ZEE SuRE - HIALTAMHER - Alg
AR o SRR ERF S IGF-1 ~ mlfiE
SO LR AR AT TER © ELEAEAR Hi 3
R ~ WEPRYR ~ IILAS ~ JeliE S5 A R R H s ]
P BRI AR R GRS R ()" -

+=o
m aff

2 B N R H 9 A B T 3 B S e -
HEHIILOIME ~ FEIEGRAR ~ BB AR <5
RIS IR R Y A2 25 o RS KA OISR A >
FEASH — X Tl 52 2RE » ZERIERNNG
5 > KR A AT RT BAHSRD » B AHRORIRA.C. -
HIgEALEERERE - BILEAA TR
ak1 HEA » TARIELEER ) =R 82 F 7 H
3 Hira KRB ATRa RIS - [FIRFhaT 1k
f&HEuh > #9472 http://www.acromegaly.com.tw ©
59k H RIS i rh i BB A 0 W B2 BT B
it A ARE S A Y5k > ] DU T fifé = 8 S AL R
NIERERITEIE » AR ARKBORII 2%

%)
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Acromegaly is a rare disease characterized by exaggerated somatic growth, especially involving the extrem-
ities and face, that is associated with systemic manifestations related to organ overgrowth. High exposure to growth
hormone produces gigantism in youths prior to epiphyseal fusion and acromegaly in adults. Effects of hyperso-
matotrophism is characterized by slowly progressive acquired somatic disfigurement(mainly involving the acral
and soft tissue growth)and metabolic function. The diagnostic criteria include clinical presentations, biochemical
profiles and image findings. The laboratory data requires GH concentration unsuppressible by an oral glucose load
(>1.0 ng/mL) or by detection of increased levels of insulin-like growth factor-I (IGF-1). A comprehensive strategy
for treatment is aimed at management of the pituitary mass, and at reducing GH and IGF-I hypersecretion. Trans-
sphenoidal surgery is generally the first-line treatment. If surgery fails to correct GH/IGF-I levels to normal values,
medical treatment with somatostatin analogues and/or radiotherapy can be tried. The GH-receptor antagonist
(pegvisomant)is used in patients with resistance to or intolerance of somatostatin analogues. The prognosis has
improved in the recent years; it is definitive by rheumatologic, cardiovascular, respiratory and metabolic conse-
quences. (J Intern Med Taiwan 2011; 22: 9-18)



