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Acromegaly is a chronic disorder caused by excessive growth hormone (GH) secretion. In most cases, the excess GH originates
from GH-producing pituitary adenomas. Surgery is the preferred first-line treatment for patients with acromegaly, but medical man-
agement is considered when the disease persists after surgery or in cases where patients refuse surgery or are poor candidates
for surgery. Somatostatin analogues are commonly used to treat acromegaly. The Korean Endocrine Society and the Korean
Neuroendocrine Study Group have developed a position statement for the use of somatostatin analogues in the medical treatment of
acromegaly. This position statement is based on evidence from the current literature and expert opinions. In the case of discrep-
ancies among expert opinions, the experts voted to determine the recommended approach. (Korean J Med 2019;94:485-494)
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WehiiFe AAERme] v Bl €909 WSk &3 ghons £ Y F 75 ¢ AT R AAE A
2 OF 95%2] FRApoll A AT 2R Bl HalkeA] TdS a5to] RS2 Ro] | pg/L o|FtR AREA] = Ao 2
2 ola Whet o okelA QITHIL o1 1009 WY of FoFo] U8 BIS S glo] Y MRS AR &
A7 HhgEo] 339, FHE0] 40-130" 02 FA == 3] ACH4]. TS a2 A =ol= AvtELAEE A
Zgto|H[2], EUEte] AH$- 2007d 7|=o 2 <915t 1005 A(octreotide, lanreotide, pasireotide), 44} & 2 =22 A&}
B Az EAE 399, FHES 1007 WY 27990z H Al(pegvisomant), 7§ =37 2H-g-A(cabergoline) 5] A
AEATH3] Az EES st E8lshs HekeAl F |EH: ol2et TS| A= Bie T LVNE A
ol ot Tekuth5 EAfoll A dAHAQ] A 'E FEo Al7|aL g ees Y IGF-I% gt 44 oz 74
H[4], A E=F AFAAES 3l HeteAl T4 AA Sh= Zloltil]. WY 54 A57F BV Aol of
sleh Tt ope] ), W WOl W A AFSE A4 B RS AHe T > L]
215 o] S of et ) Azl 4ol gef cjgh sl 20114 b qigt & sfo]
A5 8] M5 mAAEe] A0 oF T00%0] BRjol g meelS AR} glom o)F Wnke A= Ze W w
2 A 725 Foto] s B daedd 4 Xo“?lZ](lnsuhn-hke AT7F oA B o ¥ ZA1IE 9 oo thgt 74l
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Ao WoleA] HelolH BuEE Agsane
AAFEHELO A B E]= AntEAEREl o 9]3) oA T 12].
b 2Ehel e ARSI o] 9jo] 23171 Thol A H|E
tll, 147]€] ofuieqko 2 S ¥l SST14+= Al/shitoll A, 287}
O] opu|leibo 2 S/ SST28 4272 § (WE) AlszofA
B EICH13), AnpEATES Azuto] $iA AnhE )
Bl 4~8-A|(somatostatin receptor, SSTR)o|| Ag}5}0] WSk,
A, P 9 oo 3 JH| oA anE Kol
o B2 % oAl E59] okl SRIEIRT 1] %o
A AR ER 24 HelkeA T4 Alxole & 23
(SSTR2, > 95%) 9 5% =87 (SSTRS, > 85%)7} W& 3t
tH14]. 2% W 57 9ol 3% (SSTR3)H} 1P(SSTRI)o] 22¢
40% 7ol A WA EIL 4G(SSTRA)> H5keA] T4 Al
o= AL WHsHA e AL HAUETHI1S]. SSTRES
oSO FRAAA, ST A% W Welnze} e o
wH A7NE ke AlEoA 9 dRo] ElE SiTH16].

ADPEAEREL QAR
Aol 81k vl Aot asEe z1h 35

HEs o) gk webA ol XRAR A8 eias

%29l AU SRS WA S 9 oo AT L,

dledl X 7 59 w819 HhE3 d(rebound secretion)
T vebrd o gl AR ARglle Algke] JlEH17]. ol =gt
9A-8 Belsto] v S AAFAF] octreotide W lanreotide
o] AubEekel GARIZE AEEQITHIR 1), T oFd] B
7 AnfEoetEe] 710 S0 o8 She paum (7-104]
oAt AlZ) 9 3R} 148 o i-AKcysteine)= 15}

= disulfide bondE FAISHHA FAlo ¥IF7|7F A E =5
7WE ] Qe 13].

Octreotide+= cyclic octapeptide®] FEj= 3} = WO Z
Sojslu] 72 SSTR20] ot Agtelo] uiel4 Anbsere
of wlsfo] asul o4k e AC% A2 UeHKd = 04 pM).
7] S 100250 ug 8AI7E 71 0 Fofsiul o) 5}
15 mg7ha) AH8a 4= SITh20). o] o AF i ol
408 o) el W) oF 2417k [EH1], Octreotide’=
Yol snhE el Rk oRge) witr|7t ojzlont o
W8 5ol ofe] A Fofafok sk Tl glo, AuelA
23l == glucose polymero]] E2]#}21 B]A| &K microsphere)
9 diluent (carboxymethylcellulose sodium, mannitol, water)E-
octreotide?} =313t FE Q] octreotide long-acting release (LAR)
7F =] RH13]. Octreotide LARS: 758 F+AF] e 2 Fof
st Hd| ofFE €% s Fol £ 2 1ARE Yol A
Fhof| mERlt) o] oFE A kS Sk A YAl
AT oM olst Ao SeiA SIoi1). ofF 1A et
Fastol o 79 Bk S5/ 1 ChA] Z71ste] 142el Hef
Leof| =Esh= 7 719 T (biphasic mannen)E 7 XITH22].
o|F Fw 35-60Y He FAIHIL HAF sk o]t
/35 WHg5to] octreotide LAR+= 45= 74 C & Fofs}al 33
o & 95 vt HgAem FAEH21]

Lanreotide sustained-release= A|Wof|A E3l| == lactide/
glycolide copolymer HEZ 7| =]o] SSTR20| =2 A%ty
Hol T of 59 el uig|S AR 7149 7

T8 FAIR Fofoliz okRoltI], o] % Holgee] Hs}
Tl =83} gallo] ApHlof S Fefi(prefilled)Q! lanreotide
Autogel (ATG)o| 7i&E|o] Fof 7|7ko] 450 o] f o= %
B9l A% Tsiate] Weje ARg R3], W) of
23:20%00]e] 43] %of ¥ WF sEot PPHOR §A8
o]

AFTEE FuA HokeAl FollA SSTR2 o] efof =
SSTRS9] HHalo] AR 202 P21 SSTRSS] Wl
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tH{24,25]. o] 5 7= SSTRS 9 thE SSTR ofof| thgh A
2l =9l pasireotide”} 7lEE| it} Pasireotide= cyclo-
hexapeptide HEZ 1047 Da®] EAFS 7}R|1([2-aminoethyl]
aminocarbonyloxy)-L-proline, phenylglycine 2 tyrosine (benzyl)
O 722 o] Fo|A QUEH26]. Octreotide ! lanreotide@} H] 25}
o] SSTR5, SSTR1 X SSTR3¢j| Z+Z} 404], 308] X 5u)) o)Ak
Z12a1 SSTR29]| thefiil= oF 258 e W A 7HAaL
QITH27]. ©]% octreotide LARR} -3-AF5t polymerE ARg-5}o
Eo] 7128 A3t pasireotide LAR©] ZrE] Qi 13].
Pasireotide LARLS 2% FEof B ok 24A]71o| Xt A& oA
3 WA W5 A3 FES Holx ol 7 st
£h] F71ete] 200l 5 A BF A3 SRS ol
OFE ¥%58HS 71RAITH28]. Octreotide LAR®} --AF81HA| 45 71
Ao £ol 4] 33| Fol & % sl FgHoR SAlEhe
Aoz A ArH28].

ol5 AUEAEE %/\Piﬂ%% SSTRo|| Agtste] sk
AofAe] dEz=e 2 9 4 =
= AlskaL, oA IGF-12] ﬂ 4 YAlste 2E 7
tH1,29]. ER}F o] &5 oFA| AR

16l 4 glom) Hsie el A% ) ZACH Sl el
S5 =31 AEAE[13], octreotide AFE $- Ki67 index 2]
7 9 o]E E3L ARG 2R B4 YalA| Foko] A3

7] H[30] Fol FF A7) Ao 72 AAE Y-

4
3001 @ A octreotide S WEHH| ]S EEAloA] ARE-So] 4
A Az 2R 9 IGE-19] A4S gelgt S B317F A&
T OFAIE ARG TekaltE SkAke] A= At
z A0 wpet thekst AuE Holil 9tk Octreotide
LARE: UuHAQl -8-5K20-30 mg/month) © & ARE- A] IGF-1-2
38-85%, AT 2E(< 2.5 pug/L)S 33-75%2] FHxjol| Al AAF
Holg JjAgo] W%l §)1[32], lanreotide ATGS] 7
IGF-1-& 39-80%, A& & 2.0 38.-80%2] Aol A AL H
Q= JMAHEe] Baxar QtH33]. TSt octreotide LARES
TAE ARE Al OF 75%2] Rt A FoF 2719 oleh
A 20%)7} 2= 9 31[34], lanreotide ATGS 125 ARR- &
54%9] gAtO A FofRt o] FYF A7) FavE ERIEA
TH35]. Lanreotide ATGS =] 212 tjato g slo] Fakz]
o7 FARE A Ao A 6-127]H7e] A7+
22 9 [GF-19] §-93t ZAaE 1515 tH36]. Pasireotide
LARE= WHH4] 2|79 3A o] gle dhH s S4E
Ao 2 127] 9] 717F Z9F A8t HALo]| Al octreotide LAR

AR

AHgto] Wistel A= BEAPE
el g W9l e IGR-1)E g
317 EHTHB13% vs. 19.29%) [37). olell &J7hA 448 A
Yo BANG gie Al fz b MO AL
A3t SR, AR RS DT BAES Y
oz 12703t F7tE AR 7S AR Atol A= pasir-
eotide LARE $-X|3F A5 = 48.6% 18]I octreotide LAR
= A4 AFga BApe] 45T%0lH AR E37) T2 $7)
Soiehs). EE AR SEE DA Lo BHEL o)y
o2 o AR 26 eAA ) AnkE e Afol
A% octreotidle LAROJ|A| pasireotidle LARZ ®H7sF 7S,
173%2] ZAPolA] A7 BRE DA O Y pasireotide
LAROJ A octreotide LARZE 73t six}lito| A= X8 E8
= A3 37t ¢IitH39]. o]of tsle] 7]E9] octreotide
2 lanreotide AFE- A] 2|7 AT Ro|x| oFe IRZLS U
Ay 0 2 pasireotide LARZ H7] E= 7|E A& X5 3

59 A7 AZ-S v gl pasireotide versus continued treat-

2.5 pglL ol3} o]
Ao] ulgo] $2)

=)
T
95k 2

ment with octreotide or lanreotide in patients with inadequately
controlled acromegaly 91744015 53}¢] pasireotide LAR 60 mg/
452 AT B oF %l AR BEE STt 94
She-e Balshelr

ADIEAELE! RAR ARS Al 2= 8 A 52

o[

Octreotide LARS] % 83F2 20 mgO]U% 4= 7—3, o=

N

=01 25y ol SIS G5 2% 5
2 Fe 4 9lu

2RO 30 mgdFE
02 405 3 40 mgdTrA 5%
o % ki 1), A2 wRlgE Bage] Aadd 44

20| 1.0 ugL o]stE AAId 4, A= FF AE
& gkl pEoR AMT S ok Bk el e
LH41], A AFE JAFER 2% y|E0] AL U
FFE07E FE5] S EA| oot & HaktoA = ofAl T
4 A 59 7l o] Tl AT ER =225 /LR 7|
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EFEEA] oFokeh &% I A AEVF HHEW A

A A IGF-1% 118 7]Z0| 3kt of| g o]} Octreotide
LARE 20 mg/43 8508 3709 o|AF AMgsle] Az e
2 =7t AEHOR 1 pg/l olstR ZA =L 7k Al
SIS AS WS4 dj o] 24 E9IThE 10 mgd
2 7HFS 4 Qlek oF A AME Solle ARsaR o) Ast

sha] A GAAT U ZAES AAlek B71H 0w B

SfjoF SFcH(expert opinion).
Lanreotide ATGE %% 8392 60 mg, 90 mg, 120 mg
FolA] ARIxte] Bheto] nlet GG Mualo] 45 114

o AH w5} AL FEHZ =ojsl 2 9t} 60 mg4F
L 90 mgdS FolE 34U AME T HH T ERo|
25 pgll ofsl® IAEIR] vk 2ol gake FAHo

Sgstol, 2o 120 mgaFTA] SBte] A8 4 gt
(Fig. 1). AT 2 50| AHAF HQ] Yo]A] &Aoo g 825
S, 22 A 60 mg/AFTMA] Y 4 AL 120 mgo 2
Fof 7AE 6-857714) sl Fofat S kAR U

$& ofef s B 2. 8 Mk glo] A%H o Kol

I

Sl AL, AV1FCoR ARG = RS =A] 3t expert opin-
ion). Pasireotide LARA AL Xz 8282 40 mg/4Eoly Z
MY g Tole AT aRe] oA} BRER ¥

%23 o
7% 60 mydzE Zasto] AHgE 4 gick

=

Febul o Shel 4] dsnhE bl

AR A= -

A8 B2 ADIEAEIE! FAMHIS| HE

Tov| = skxe] ka2 &o] 219] octreotide LARS}
lanreotide ATGS] X7 3= R4 vt t4f = AAF A+
R P LIEEE U
o 27 74 W RERE o] Asakd A x| Aol
SAVE EaHE 7P QL8] SHIEISITHA4). Andries S{45]
2 octreotide LAR 10 mg3} lanreotide ATG 60 mg-2;, octreo-
tide LAR 20 mgd} lanreotide ATG 90 mg-Z, octreotide LAR
30 mgi} lanreotide ATG 120 mg& WA} Foidlo] T ekA|7}
wehe| oS ShAfe] AABEE 9 IGE 47 74 9 QAT
F4 o] A9 FEe AIE ehae wsk vl glck

TR oq?-[45]°ﬂ/\1 i 7HA] ofA] BEollA 35 Al U
Aog Uep), A8 2E 2ol Al
WIFAAY FA-L0] Q= -5 octreotide LARS} lanreotide
Tgo] H 2 gle Aoz zlET)
el SRS e s A om A% AtoAe =
oprle] EIH= folat AjolE Wolx| egkri{4c]

Sje] WSS AE W B S g e 4n)
ELEE AR o WA Alole M A AWk of
Ae] #zx oz MGt ARl Octreotide LARYA]
lanreotide ATGE °FE-S WA= S, 7|Eo| A =3
octreotide LARS] 8-2F1}= 514 X8 o|ALe] dto| u}
2} lanreotide 60 mg, 90 mg -2 120 mgl.= H7F3}o] Ak

Medication (SSA)

octreotide

OCT LAR 20 mg

follow up

Reduce Dose Maintain Dose Increase Dose
GH < 1 ug/L GH 1.0-2.5 ug/L GH = 2.5 ug/L

| | |
LAN ATG 60 mg LAN ATG 90 mg LAN ATG 120 mg
[ [ [

follow up
after 3 mo

Reduce Dose
GH < 1 ug/L

Increase Dose
GH = 2.5 ug/L

Maintain Dose
GH 1.0-2.5 ug/L

Figure 1. Initial dose and up-/down-titration of octreotide LAR and ATG in patients with acromegaly. SSA, somatostatin analogues; OCT,

octreotide; LAR, long-acting release; LAN, lanreotide; GH, growth hormone; ATG, lanreotide Autogel; mo, months.
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&k 4= 9)t}. Lanreotide ATGOJ|A] octreotide LARZ 9FE-2
Aste A9 o] octreotide LAR®] 27] 82F2] 20 mg/dZa
-4 AT oA WA Sl Fa 3ET A fA
shHA A= Hhg B7HE 9ot A =ms A7|HeRs
SAsh A% T 2320] 2.5 p/l o]sk= A EA| F=rhd
OFA| 9] Z=gFo| g5}t expert opinion). Octreotide LAR

= lanreotide ATG®] 2|t 855 AR 2|4 671 o A
E"’ﬂE Eotal AT ERe] anpHos AR o
73$- pasireotide LARZ W73} ARE-Sr 4= Qlth

Lanreotide ATGS| E0f 7tz &
EDI)

ZHextended dose interval,

20144 vFujRuskslo] A Wi WS AR A
Hollaliz Agare] AnfEoetel gEAolA A2 vl
28 A9 ol 1A9] Aol Tl Ao FEHo] 9
TH4,47]. The lanreotide extended ATG duration S11[48]5 =
3}o] octreotide LAR 10 mg 2-2 20 mgS 45+ 7HH 02 4]
who A AR s 2Ho| oM o R S A|E T 9= 3}
lanreotide ATG 120 mg/45=2 WA} 67] 7 ¢4 =
T o) AR AHo| vzt 63 FL 857 o =of
S AASE Al o] A octreotide LAR ARE- A9} E551

o A7 a7t fAES Uil £ Fof 2HA9 o
o] hAke] F=Af Sl A gl ofof whE R =] R o]
of A 2] ofFF Ao SR dFE F
E=oA ol BT R ZPESIE Lanro $1H49]
ol A= 45 7HAH 2 2 lanreotide ATG 120 mg2
AE e r Fof 1HAS 8574 A slE B9 A=
H|e} st AAA BE2 Y ¢ A5 SISk o]
23t TAES v ez g5 WikE Xz Q)
lanreotide ATG= 2FA| 2] EDIV} 5915 §U3t AnfEA
AR o] TH48].

w}2}A] octreotide LAR = lanreotide ATGS- 3711 o]AF
AFg ool AREEE< 25 pgl) W AAHH B4 Fol Fi
3] 2 HE Ae] 29 o) o] AR LufEsr
QA 9] g2k} AFelo] lanreotide ATG 120 mg© & 8
73sto] 87714 Fo 1hAS AAFE 4= QUtHexpert opinion).
o S dFshe Aeol= S4 =24

So) st Aol izt 47149 ugym 2 @ 5feh

rm

Hd dRs

(A
FM

& ™ ADEAEIE] QA|Q| AL
Preoperative octreotide treatment of acromegaly <1-2[50]¢]|
A #% 7 octreotide LAR X| 25 ke 3} HER2 4252 X
AR 28 3R I AR Ak A
H(_ 3kx}o] A9 424 A octreotide LARS AR&-3F F-oi| 4]
2 vz WM arzol vistel IGF-19) 7}
AaI7tE FosH Ea= & &=
szt fﬂﬂ, @A 4 D] SOl 4ol Aok &
A=A e SASHATHS1]. ol 2%t 2AEE e R
20141 B]ZURE1EHE] QR X o)A Wk Bl
Azl Qo] & A AvkEATHE SARI] AuAQ AHg
© AIEA] QI QrH4L T Sad X =27t B
U, 37 AREHs 9ol oFR A RS dxHoR w1

S A

AGHEAEIE QA AL 712t B0 54 Ag

SUFEAEE AR A2 AP W oA 2
Efol= Bu] U A 95 olxle} walo] Q= Ao of
HA ek oAl AL BE oxwule], o w4 Y], o
2= 9lom tHE Aunlsla oS Sk

lo

i C’L mO

O
-

ax

Fol
Aut 8F A Al SSFETH17]. 2520 SAtofA] Aeo] vk
ASHATH= B 1% QItH20]. Octreotide T=+= lanreotide2] 73
T olE oA =2 AF -,—il;q]ol SSTR27} Ak 2rubA)
oA e E= Aer HAE ]l om[s2], HERN 2o A 9]
et HHlols & I 7HAIA gheth TepA @9 =
A 7L oetE = e E5HA] e, @5 AT e
= W IGF-19] Ht} fH|7F SAEHA G 23 A7} 7
AE= Z57F EWrS3,54]. W 7]E Aol Al octreotide

LAR®} v 3}o] pasireotide LARE ARSI E SHRFLof A
= GO g o]FE= WET) =QtH37).
o]+= pasireotide®} A2l o] £-2SSTR57} HERA|E 2 glu-
cagon-like peptide (GLP-1)& EH|5l= A| Lo A= ¥ s}7]

T2 AR JUTH17,55]. HEE oFA ARE- Al el
5 Astet ded Adolls & FFS vIXA ¢
o] HarEoj[s6], aET T A] AW Q] 29 Tl A&
e} &Lt metforming 12} 2| &A= AR 4= 9laL o]+
dipeptidyl-peptidase-4 inhibitors F+= GLP-1 receptor agonists
Eo| 27}7} ARHTHSTL
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SUREAEE FAAIE AR FQl T H1EHZ 2Are] Al
I HAs A= oF 5099] Sl 7h BarEl vf Qlow, o5 A
A Effol 713o] Harte AL Qleh4]. e EH%Oﬂ SSTRO]
WS}l octreotide”} YRS SkEh 4= Qo] KL of[58]
ejore] didko] AnpEAEE fARIZE G3e v The S
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