£ 292 -

J Intern Med Concepts Pract 2023, Vol.18, No.4

Bz im AR K AE 25 ¥R 77 it R

HEW, AEK, EIILK
(LEXBAZELRHEREERNSBRIER BT RS BRI FHRF

ExRREEERFIRAEFFHRPLO(LE)

ExXIEZNFBRAEBHBRESIRE

FismASMMEERSKKRE, FiE  200025)

KEER AR e, AERKREE, WmIRE
FE YK S . R584 XHRIRE . C
DOI:10.16138/.1673-6087.2023.04.017

JHc i A AE (acromegaly ) A2 — 24 6L 95 22 12 149 P 43 6 36
PEPE G | H E l T o 2 AR KR (growth hormone, GH)
{2 45 1 W 7= AR R 4 09 B 8 2 K AR K BT 1 (insulin-like
growth factor 1, IGF-1) 0 EZ I IRFFE . i 95%M GH 5=
B AU R M GH I I AR B TR, R D RO T S
1 GH it GH B % (GH releasing hormone , GHRH ) % It
e, B N JCRE AT B Bl 43 A O A R LA
R S A IR . AR AN TR DX SCHR B L2000 4R 2
T FR) B SR (3~7) B1/10 T3 AT 30 AF 19 S0 R A1 18 4 T T
R, R (4~13) 01710 J7 NAEM AR 4 [ D A1 f 8T 10 8w A il
NERAE B3R 97 O X B84 FRBITY | WG IT FR SR
7 3 RPN AR SO GH 5 B AR FERY A RO R i s IR K e
I 2 IR T HEAT A

GH MR GH MM =AM L IR, SHARAKN
TR PR AR AR P R IR TR TR T AN, GH E AL T
WA 5 TR AN 35%~45%, HT5 N2 GH #YHE R AL
TH 1T SR EEKE 22~24 X, 2 A HE AR, A
SN TF 4 NG T, IBEHTH CH EEAURFE S TH N
22 000 1 20 000 1 GH, I # i Tk GH 19 90%~95% , )5 &
W S%ZE A, GH B4y 32 B F il /9 GHRH AAE K %
(somatostatin, SST), X FR GH B 41 il A 7 (somatotropin
release inhibiting factor,SRIF) BT, TR GH 40 i %
ik GHRH “Z /& SRIF 52 &% 2 il 5 (SSTR2 il SSTRS) i#f
MR GH 43, Horb SSTR2 J2 GH 43 WA 4 i iy %2 52
A R SRIF 0 GH i 430 (A0 GH 945 1 GH 32
4 (GH receptor, GHR) TEM "z 43 4ii | H oy LU JIE o 43 A

EemB., BHEHEAMHLITMTE (W H%H S,
2021YFC2501600 .2021YFC2501601 .2021YFC2501603); [
FHAKRB R & ESWH (W H %5 91857205,
81730023 ) ; b= ¥ i1 B= 24 T AL % Ji Ik 4 4 PR 9% Ife R AF 9 331
H O H S5 . T8 02 858 ; b e BE e & JR oo R gt it
9 BE B I PR 457 fi 5 I R BT fig 1 = 4B A5 sh il 30 (39 H 4
5 .SHDC2020CR2002A .SHDC2020CR6015) ; b i i 1.4 Al
PRI AF 2 B S RMF RS H (T H 485 .201840049)
BEIEE . F LK E-mail: wqingw61@163.com

XEHS . 1673-6087(2023)04-0292-05

% . GH i GHR Ji 3 Janus ¥ (Janus kinase ,JAK)-f&
SHS N MIEEA (signal transducer and activator of
transcription,, STAT) 4 12 1) 9l 2 1k 9 B s iy it ik 1 Ui 15 5
I35 (W STATS) B )3 3 F 3245 | 75 5 TP I0E A At 21 2057 A=
53U IGF-1, [RIB GH AR 2 — b n] DUAS 3 o 800 28 1 ihi 1
FE7 AR SR ROV R . GH Rl B fie 1R A s A | et
g & B AT A DG 3RS I o I A A S iR
W% H T IGR-1 A3k B LA T O A P Y 3
K H I R PR A R F A

Jile o JIE RRE 1) 25 W 3R 7 T AL 4 SST 32 MK IC A4 (SST
receptor ligands ,SRL) , 2 X }& 32 (& 5 5 (dopamine receptor
antagonists, DRA) Al GHR #5917 (GHR antagonist, GHRa),
FA AR GH A et 43 W06 5 AR W 24 AR IS B X M VA 1k /1R 28
PETEPRIE | H HTAT R SEw e LA K S 38 VR YT 1 AEAIF R0

SRL

R GH 9 £ % (29 95%) 3 ik SSTR2 5 # SSTRS, 4
— {1 B K (octreotide ) (L4512 T B 1F1 Rl 571 ) 2l ik
RN A Hi((landreotie),’é@:ﬁ 119 17 Hi((pasireotide)
F W i SSTR2 A1 SSTRS WYL & 1415 GH 43 Wbk /ool %t
ot AN [6 (1) SCHR R | SRIL 1A 084 i 3R AE 229%0~55% 2 1]
M T 58 R A9 SRL X SSTRS A7 ¥7 &8, i1 Ik 1 28 28 ¢ 5
Xof Ji i A SR AR S8 3 A A 2 A % o BRI BRI A 2% M % SRIL
HOOR R RN B3N 2 Bl — il Sy e G 5 07 1B IR b
Wi R EE A, 53— Fh AT SSTR 43 4ii 4 56 | SSTR AN A ¢ T A
AT s FEER B (RIERR ) B RS A St
A Z AN 0 RPN TS K K 4
WAEE AT 2 AR R JE el g, K Il SRL BT
Hh AR 4 B R IR R K R T R4 B R
B Ay I G T MR R IR R OR 7 S AT ANRE T A
B D7 RN AT DX 55— A% SRIL N KSR ) 3 JoR X g 5 2% 4
WA PR v 2 o s LW PR PR O AR B L
I R 10 27 76 (9 O 8 A8, 03 IR A0 R TR 0 ol 3 3
TGRS 4 3 A~ F P T A A M ot K S0



RIS 55 50 B 2023 AE5E 18 B 5 4 )

S BERZEHT

GH 5 MW FL R BAT 85w 19 R I GH IR R Ay £
[N D2 (dopamine D2 receptor, D2R) Bk B R
%3 7 (dopamine receptor agonist, DA )il id 45 & D2R W]
T GH BB AL . BRI AR A 2 B — AR IR B A
AR EZ SR, FIAED SRL AN TS, i nl T GH R
IGF-1 AR Th i A R RS 512G IGF-1 FE il R
10%~20% , 117 - 22 7 MR 10 B2 45 1) 2T 38 359 72 A7, HEHE RS
IGF-1 18 T2 % [ LR 1.5 A% f% 5 o AL A B8 % 5 2506
SPGB A A 0 SRR R | B MR N
B, BHEURFEHRRGE , WA R RRAE BB 10
DL TR SEOR R N R AT T IR 4 2 SRR
A LA o 7 20 B A G 0 2 ) | O DA K R 1]
e 25 Ty A 25 ) A AN BL S, Bl T 3 2t B )
i) N LR B IS U B RS R LA N S rO VA M e i DNl B g
JHR 22 bk 2t 0B, MR 205 MBI 1 2T 28 Bl 204

GHRa

TE GH M = 4EZ5 M i WIS R GH A 2 D85 G ALk
(G5 EBLR 1 R R S5 A AL 2 AR AL A
FOZ 5K L GHR 454, 7 £ Z R EIIRER |
GHRa[JR 1 % 2 (pegvisomant) | 7] L 5 A GH 38 4+ M 45 &
GHR, FL 4% BT GH E JT | AT A5 28 IR 50 J IGF-1 # 3¢
BEG YRS 3% 1 R SR R AL, BT S B AT A 24 30%
1 IGF-1 /KF- | 5253697 I A R0 R ik 90% M VA L 7 JU 5K
SN2 60% 75 47, I B RN A] #0720 H WS )R
Je TR A SR Bt IS ML T o A e e
A SETIRAR RS T B HERENR GH AT, AR E 25 S 30
Jel R AR K fﬁﬁﬁﬁl‘ﬂj@iﬁ(%ﬁﬁgﬁﬁﬁiﬁézﬁﬁ(magnetic
resonance , MR ) P4 i (R B A8 1k

£ 293 -

BREMERHA

B 5L (temozolomide ) & — Fh IR Be fL 571 | B 35k vk H
THRYT BT BRI K ORI I AR R I RO A A (H
T A R 9% 1 i 4 TE B G 7 X 36 1 e AR R 97 8O T
HIE K 7 T HE R A A 0 R R AR A e JF A [ P A 4
rh A T 2 220 R A B TR P 2 AR Y G g 1)
RIT IR (H G o B> TR B IR AR 5 R L

X T SRL 73y i &) &

SRL IAIT AR 5% 2 2 A AR R PRSI JE2k GH A
IGF-1 7KF JWdad 52 A8 65 2 (/N T2 BT 5 ) b8 o 2
R A (W 838 /380 UKL R SSTR2/SSTRS MR 1K K- ) AH G |
AL 3 2 Bl A B (octreotide suppression test, OST ) Tl
M7, fERLEIE B BArA EFEE Lt BIEN
GH 1 IGF-1 7K T2 AU s AR A5 45 | 5 31 B
WURLAL X T SRL A YT B BUR® ) 4 K 22 800 WF 5% UE W]
SSTR2 J& 5 — 1% SRL ¥7 &5 9 2t < T X 28 78 i 988 v 139 41K
Feik X SRL AT A ARS8 0 B 4 B0 A0 (E2728 ) SSTRS 1Y %
FRTE S AR SRL (MO K ) Hh 2 — 3 2 1) B 800 ] 38120301
FABUS A2 T SSTRS J& 2 37 (9 0 A 36 34 J2: 3 43 SSTR2 [A]
FR A, T 2 I R SO S B-45 2%/ Y Rk
Bk 45— 4% SRL it 25 (9 M 7 fE B R 2R, A A JRAIE R
i 7 AR 28 R 1) — o 2R T ) Ki-67 & — R AZ PR
55 Jolged 1 3 G RN AR 28 A1 G | H A F 5T 4R TE 4R R | Ki-67 =
FILFRE L SRL R M 325, & W LU S — L SRL
VB — 097 BRI A Fr il st FRFREHE , T
20 AU AR AR I R A S S8 2 OST T K 1) SST DL &
SRL HJY7 209 %1 T OST Wl SRL 7 24 i) I R {6, LA K il
it GH w10 ) (8 18 2 GH 4 28 3k 78 il 37 48 b ) G
OST A #CHE | A A R T BFSE R A G il (L3R 1))

R B AP 58 T A R

D BRI i BIEL(n) ) s 1BIT H bR AR A “hie
Karavitaki %79, 2005 100 pg s.c. 6 h 30 Nadir GH<5.25 mU/L.  GH<5 mU/L PPV 94% ,NPV 100% e
Biermasz 55,2005 50 pgiv. 3 h 18 Nadir GH<5 mU/L GH<5 mU/L IGF-1 1EH PPV 73% ,NPV 57% iied
Gilbert % 2005 50 pgs.c. 6 h 33 Nadir GH<5 mU/L GH<5 mU/L REE 80% 4% 5% 83% HEA#
Bandgar 55,2010 50 pg s.c. 6 h 10 Nadir GH<1 pg/L Nadir GH<1 pg/L IGF-1 IE% PPV 100%,NPV 83% Efi¥ca
Wang 55*,2016 100 pg s.c. 6 h 67 GH Pk 86.63%; GH<2.5 wg/L SREAL 75%;  RHUE 93.8% i

GH F&{% 90.51% RN R 5 85.7%;
RE 84.8%
57 2 87.5%
Colao %#57,1996 100 pg s.c. 6 h 68 mGH K&K 50% GH<5 pg/L PPV 43% ,NPV 78% AN
de Herder %#1,2005 50 pg s.c. 8 h 24 mGH B 50% ; IGF-1 1E% PPV 58%,NPV 100%;  AE#
mGH FEAIK 75% PPV 73% ,NPV 77%;
Nadir GH<I.1 pg/L; PPV 65% ,NPV 69% ;
Nadir GH<2 pg/L; PPV 82% ,NPV 46%
Pokrajac 5§1*,2006  50/100 pgs.c. 9h 42 Nadir GH<5 mU/L; GH<5 mU/L IGF-1 1IE% PPV 82% ,NPV 50%; A
GH Rk 75% PPV 72% NPV 40%
Carlsen %% 2011 50 pgs.c. 4 h 31 GH &R 50% GH<2 mU/L IGF-1 1E%# AN GH AL AN

JE 7k T R 46 2

s.c.: B F [ 3 (subcutaneous injection ) ;i.v. ; # Ik i1 %} (intravenous injection ) ; PPV . P 44 151 i (positive predictive value); NPV ; [ ¥ 151 i {E

(negative predictive value)
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