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B E. BB ERAEKET -1 (insulin-like growth factor-1, IGF-1) J&—Fh7E 235 K & & M Z4E R\ 5N T g
75 THI R ¥ B BEAE FH A IRV AR IR T TGF-1 i 47 8 388 i 1) 728 A 22 4 PR R B 5 R 20 R J (1) S B 1k TR R
2 —. fEfEH T, IGF-1 5 IGF 45 & % A -3 (IGF-binding protein-3, IGFBP-3) [ 1] i¥ &5 & G 1 5 ) B 14
IGF-1 & &. MW HZAMRMERE (cyclic glycine-proline, cGP) /& IGF-1 fACH 2%, HE5 IGFBP-3 )%} N AL
Mgkt BIEA 5 IGF-1 54+ 454 IGFBP-3 [Ift /1. (AL, oGP Al IGFBP-3 e A 17 IGF-1 H)AEiht
FHAERIHE . AR MEL R IR, cGP/IGE-1 BE/R LA E = 2 NI T RSl . ASCLER T ¢GP Al IGF-1
TE R K B U SCE NS hS o (R TR HE R, 15 cGP/IGF-1 BE /R Eb Al {1 iAo A B g 7 AR 54
KA A H SRR R REFEAERKET -1 M H AR /B SR EKE T -1 BERE; KINAKE
INFI D) RE RS
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Research progress of cGP and IGF-1 in brain development and cognitive impairment

CHEN Qiao-Qiao', YANG Yang™*
(1 Wuhan University of Science and Technology, Wuhan 430064, China; 2 Department of Endocrinology,
Tianyou Hospital Affiliated to Wuhan University of Science and Technology, Wuhan 430064, China)

Abstract: Insulin-like growth factor-1 (IGF-1) is an endogenous growth factor and plays an important role in brain
development and cognitive function. The change of IGF-1 with age is one of the key factors in the development of
senile cognitive impairment. The reversible binding of IGF-1 to IGF-binding protein-3 (IGFBP-3) regulates the
amount of bioavailable and functional IGF-1 in circulation. Cyclic glycine-proline (cGP) is a metabolite of IGF-1,
which can bind to IGFBP-3. CGP maintains its affinity to IGFBP-3 and competes with IGF-1 for IGFBP-3 binding.
As a result, cGP and IGFBP-3 collectively regulate the function of circulating IGF-1. Clinical observations show
that elderly individuals with higher cGP/IGF-1 molar ratios have better cognitive function. This article reviews the
research progress of ¢cGP and IGF-1 in brain development and senile cognitive impairment, hoping that the molar
ratio of cGP/IGF-1 can be used as a new marker of cognitive impairment.
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Jil 5 A AT -1 (insulin-like growth factor-1,
IGF-1) &2 —Fh Dy ReR AR B R 2K, 3 D2
SEACHR 70 DN AERA R, X FREL N T.6
kDa. ZjRelE IGF-1 fE AR A R E EZAG/EH],
fedt Kk s M gerrlsnshae P, B g B, &
SR O Rt A AR U . IGF-1 =
HNER— i B A K, TRea 38— R5I4R
AL INIRERS S ©, SR, H AT IGF-1 fI PR

I HE CASEE, A7 Mk DL T RO R A B IR 2
JRIA = (1) IGF-1 k2= 450 3 80 = IGF-1 7E9538
R TR A R AR, A DA AR RO s (2) A
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RN AFAE IGF-1 U i 1l i, 24 4h 78 IGF-1 &
S E, 2 RO I RS N JE I IGF-1 77 &, Y
PLE $2 4b 78 IGF-1 2> + Pt 2= P L A U5 4 IGF-1
VER R 5 (3) IGF-1 {E A BAA W= 1%, FIEH
FEAFERUZREL, WnT5e 2 3 BUH & A Z M
AR MBEGE, ERefEEA 2 r %, FEUEIEEFIEIE
W TR L AR

WEFE R I, IGF-1 BARS 7 W30 H 2 R i 2 R
(cyclic glycine-proline, cGP) H ¥ JJ4L# IGF-1 1E Mk
IT 2R E A IGF-1 BT 1
1 IFH R SEEA

cGP & —FhRE M TR Th eI IGF-1 & &1
RO, Ry R AN AT R I B R, ARE M cGP
MY RSB E R R Y, AR oGP T 2
IGF-1 fARH =4, =3 ByReiiad — @ L 15 76
Horh BB A PR IGF-1 & U,

cGP [RRHEAE TS FAE IR T 250 Re % 15 BT
MR 5, oGP BEE@EI DR 72 1 5 LK,
oGP EAEMME, Zmak anufi, tomy DA% ik i fiw
J5 B 55 A ) R T 0 i B A 5] (1) B8 48 M 4 AR
AU Ak, oGP H A R U BB MR RS 1,
IGF-1 A 54 B A8 1

U IGF-1 IREARE, £5 IGF aHBAN
% (IGF-1 binding proteins, IGFBPs) 454, LA IGF-1/
IGFBP-3 — 08 & ¥)uk IGF-1/IGFBP-3/ AN Fa i€ R V.
#£ (acid labile subunit, ALS) = 0 E &K HFET
PEA R, IF H AL T 45 6K 1 IGF-1 AN Ge 5 IGF-1
524K (insulin-like growth factor-1 receptor, IGF-1R) 45
HRAEMER M T AL T I EIR AR 1 IGF-1 5 bl A,
WA BRI RV E R, LB AR 12— 52 N UK
‘]\i CGP[Q, 11, 13]O

PEFR IR TGF-1 N i 4 R P 2 1 IS 0 A s T
des-N-(1-3)IGF-1 (des-IGF-1) Fl GPE ( H &/ - %
M - &)™ . GPE & IGFBPs [ 3 B 45 4 {7 54,
IGF-1 ' GPE Rk gk 2 kK FEAIG des-IGF-1 %f IGFBPs
M &5 & 26 M J). GPE H 2 1% - H 2 AL = 3 )
AFETEFARSVOE T ERAREA, FEAH R
S R AT X S A R R R, e /i e ) A £ L
BIEE N 4:1,

GPE Wt 7. Y (1) lilg 45 w4 B AN FasE,  HOm A
AR AE 1l 25 R BRI D) ) 23 IR AL T i eGP 1Y, il
REVP A K BRI 2 A 40 20 GPE (& &, Baker 25 1
X GPE ()l [ fig 24T T HE78. 5 GPE Wit 5 4

WRANTE], PR G5 T A oGP 76— & 2 & 3K P
IFEMRAE L, A2 fe BEHRAEYE, AT 3E 2 g AR 4
SURIL, REE A RAEAEA 1O,

2 IHESBRERERAEME A E R HLE

2.1 HEEMRERNEENE

H AT, B 78 A 5 O cGP I 2 1y g Al 240l
YIREAT T T Z IWF 5L, Ostrovskaya 25 " #3617 cGP
T AL AE AR AP R A I G 2 454 7 TR RO -
ZHF LR, GPE fll ¢cGP HA5 5 IGF-1 8Bl 25 2
TEF, REA R KON R Th g, TEAHRZ&M T,
25 T 5 1IGF-1 7l & AH % 1) GPE B cGP 1] P K iR
B A S L B 45 f XU M. T GPE 4E A IGF-1 A1l
cGP Z IR AE 2 Ia] =4, LA 2 3008 TT el A
T cGP A P

oGP & — M KRR/ 7K, DRI AE
IR R R IRARIREE R U™, oGP R v
18T Rett ZEAAE (— MR & MR ) I A B
UFIRR YT, TE4ERF AR ThAE . I EE BRI K
hE TS MUETG S T R EEER, i
S /R F YR B 55 oGP M &R hie s 55 MY o
B 3- 0t -5 HL 4- RERMR TR AR v- '
TR -N- AL -d- RAERZ M. RS2
&5 JLA 2k 22 5 GPE Fl ¢GP I 4EW) 2 Thig, (H
AN A ", cGP AN 5 IGE-1R M EAEFH,
{HBETE 4+ 454 IGFBP-3, [Kt cGP BEA AT Thf
% IGF-1 & &,
22 MHIBERRRERMNIERILE

i BARH 989 ¢GP 1IAE LISt 7 308 JE A
Fosz, BL7E 1989 5t A B St GPE A& AT
THGE, FERHAERNURIEET TRE, M) A
B 77 SLI6IE B GPE A2l it 5 IGF-1R 454 K 4E4E
HIf ", M ¢GP J& GPE [ — ML WA, 5H A
A FEF R

cGP 1E R IGF-1 FZ 5G40 sl AR =4, &
B 1 X IGFBP-3 45526 M1 ), #ie 5 IGF-1 e 445
4 IGFBP-3 : — 3%} IGFBP-3 [{ISEF Jus[E, 4+
F BT I =K. cGP Al IGF-1 5 IGFBP-3
2 )R PS4 8 1) o G P 45 5 T DL S A A Bk - B AH
HAE A SR AT Al . 24 IGFBP-3 5K [A] 34 JiE (1)
cGP 1 IGF-1 PAAS[A] LE A7 9% & B, cGP/IGF-1 b
e, A4 A IGF-1/ 54 IGF-1 [ E 4 thlk s s 1
cGP/IGF-1 LAk, AR &54A IGF-1/ & IGF-1 i H
I3 LUK . X EESRIG R AT, ¢GP A LT IGF-1 5
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IGFBP-3 [#1454r, c¢GP/IGE-1 [ HuAE o] IAR 05 59,
Wk & ThREYE IGF-1 &8 P,

SR PR A0 AR AR A K RO T R I
cGP A {E K IGF-1 T e (1A FE A%, IGF-1 BAlR
I AR BB B AR AR A K, T eGP YR YT AT LR
F4ERF IGF-1 5 FAM A A7 £ K . IGF-1R J5Uki 1)
I ik B R SR B —PAESE T oGP £ P 2 41 i
PE A 2@t IGE-1 /- § 1, /& cGP 4% IGF-1 4
Pois i 45 1 P IGF-1 fFE1EXT oGP 18 I i K 4%
CEEElE e S AR
3 FHIBRBRRSKNAE

KW IGF-1 & &R, — MK T A& IGF-1
BT 1%, KINIhAe M IGF-1 4 & B 4E &5 [ 358
MR, BIRTELE IGF-1 S AU . #Pg g
20 25 B8 1 = 4R IGF-1, {H FL o B AT SR B A,
TERAEN A RER .. ik, KW IGF-1 & &K
S R RIESA AN T, HIES T BAEY
TR IGE-1 38 # 3 K

Singh-Mallah 2 " 3t 1 I 7L 3 A 72 Ji5 oK R
BEFLAN 2% 1 cGP. IGE-1 #1 IGFBP-3 (1] & flifk
FEARA, FF b T I LR R AR RN TS oGP JE X
S AW = R NS TS0 o e N P ot 1 o S
LR, IGF-1 78 KRR & S AR A 5 A Nk
HAHAL, 3R IGF-1 3R BETE AR ARAR, & &
B W AF I B A 08 ) 388 0T B A% . LB Ak, IGF-1 47
TE T ALK R, IR TR AL AR R
WRBE. BERAMNEMERNTE cGP RE#E 5 IGF-1 KI4EW)
FIREE, ANEBERKMR B RARIGE St 7
— PP R A B IR AR

WFC R I, 41 SR M cGP R 35 = T BE AL
HAERAE JE AR R =K, X — IR R cGP 1
AR KRR E B BEARHREM. 4RIk
IGFBP-3. 5 cGP HIHL G Al g2 XK IGF-1 3R FE 1Y
EUEPE R S, PAREIN IGE-1 (2B Rl B, 3X %) %))
RINAEKEBREE,

a5, BTN R D0 T 4R oGP K
T2 15 20 H AR 5 e AZ T RE P AR K IR
AbATT X U LB B BLFEAT oGP E B AL FE, R T4
M eGP KRR, 3% 7 H4ha 1 TR L2 A2 E)id
12,2, I B KR 5 A1 R WA E S E4h 78 oGP 12
REJI P2 ARSI R KA . 17 cGP XHCAZ S ]
AEJE H T L REMF IGF-1 Thae IE WL FTE. Bh4bh, 4
W LI B B S oGP, L IE AR AT I8 R B i fs

- FICIZ e, AR R VIR 5T 4 i W] 28 A o
HA, DA RN - B IR P R Ak
iz PO RGBS S - A R HA 1
IWEID R A REAER . Bk, 5 cGP TR
iz s FTRE 5 A A MRS AN IS A A 5%, ThRE
PEIGF-1 AR AN R Bebshs S 2 () A b i =

4 IHERERMRERSINNINEEIERS

7 IGF-1 Dhfe ks = 5, <GP BAIRIKE
ST FF HHAE D D) R B ASAH O (1) Bi] JR ¢ BR
Ji (Alzheimer's disease, AD) FlfH 475 (Parkinson's
disease, PD) %& 2 M4 RGBT M IR IT R I
{5 B8 FIEsE B2,

IFN DI RS A G B VIR oG, 1T 5 4F R AH
KN HITIRE T 5 A Z A OG . TEKIR E R I
i, KRR L2 68 T AR R 22 5 8t
PRI BT R, 40 K BRAIE AF K R S 4T
BEREARRL, TR I S AL RS B2 A K R AT
UM IGF-1 RIS K FRG . XLl R, S0
FHOR BN RN RRAG S ARG A ¢, M4 DR kg
& H A2 02 IR 4 A L AR e 5 AR A B

KSR AT E T GNE SN il - BN Sl ]
IGF-1 7€ 5\ i (L5 8 9 v R 4 s AR ) 2, &
HYRFIEE AR ThRE. S5 R IGF-1 =
iE 2 SECEE N MBS P, Guan £ P g — W
ST AR T — AN D RE IR I ZEN (P
RN 74.5 %) ML IGF-1. IGFBP-3 1 ¢GP i#
B INEIVESr 2 (Al O6 & . BEAE RS f5 1 2 Jn el A
SMT M« cGP 5 F1 cGP/IGF-1 B /R B 5 25 A
JRANFEIPEAY (Montreal Cognitive Assessment, MoCA)
733 A2 20 A2 I AT 4 B AR OG5 FHR
[ H IGF-1 F IGFBP-3 ¥ [ 5 ix £\ Jnfa dn Jo K
XA R, M oGP I E 5 % 5 cGP/IGF-1
JBE 7R EU A 1 1 2 4 N g R I HH TR 4 1 A 2] e AL
ifig.

T 74 BIE cGP AR I BLEI AT &G, AH K
W CAES AR BT Y, iR R A SRR
PR SR AR, I 0 D RN SUIRAAR R it 25 3R
ISP . JEIEANEMEANFE cGP AT OK B 2
oGP WK I R R R IEH AL, (HASIE M IGF-1
WRE N, Rk, oGP X Z i Th RE B RS T B -5 i 2
Ak B A W)EYE ) IGF-1 /) 5 B A 5%, AhJE
PEXN 7S oGP A I I S IGF-1R Je il S8 i of 1 (1)
it ', NI RGE N A Th g .
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5 MHRERMRERRN A

IGF-1 5 IGFBP-3 ¥ A 1 45 & 15 5 vh D e
PEIGF-1 (& &, IX1E IGF-1 & B RaER B m T~
P Bl 5 IGF-1 St Z AH ¢ 1) s o 48 5 A8 b 4E 5 B
g1 B O IR TR 0T oGP AETH T IGF-1 Zhig,
N 38 6 AN K (T 1)

5.1 IHEEMEIERSM/RRSERFIIA I

AD J2 DL\ %0 3 fig B A5 R0 0 R O 32 BERRAE (1)
PR AT R, T ML 22 A L R B fE T A
7 P9, Kim & B —sh W 0t e R e,
IGF-1 X AD #5284 /N 53 1) i 197 2H 23RN i 5 A A 21 %
(RIS, B S5 2H 2403 KT AN i 20 i o g S Adoh 7
TE-5 Tl BN A 48 JORE A O 178 4k, 1 AR T 4 418
R 5 R 54 AR R 20 B AE TS 5 A SR I AR k.
Kang %5 P4 5t 15 455 55 AD B35 M 15 44 1E 5 % I8
Y1 1] IGF-1.cGP 1 IGFBP-3 ¥ & 47 T 4347, K I
X AL L, AD B35 oGP K EE 5, IGFBP-3
WK, 1M IGF-1 B R, XU RERHT
INENRERS AT cGP A1 IGFBP-3 22 [8] [ [ 3& 1 [ 3
M 3 B 4k FF IGF-1 ThEE. Ik 2% i ok K R B RE 1)
H . K i T R M IGF-1 K 22 302 16 B b (1)
IGF-1 3830 IGF-1R 78 i ifiL i e Fsg ke vy, /b
i IGF-1 2 man g |5 5= En, I+ i
Ja KW H B 2= A 2 Dy Re itk IGF-1, IX & —Ff
& Y. TGF-1 75 il 20 23 ) AR 0 S v
TAHMEIR, (HZNNH L A7 {E IGF-1 5 IGFBP-2
FIREEE &, 25m IGF-1 (A 1 .

Kang 25 PY PPl T AD H 3 FIAE RS DG e 4 18
Y4 K i 1 IGF-1. ¢GP. IGFBP-2 il IGFBP-3 i Jif
A4, R AD AR B AT LR IGF-1
WP 5550 W8 A A B A . A Dy I G 5 1 — 38 4

AD F535 G 4 B 40 I IR 40 nT BE 2> PR MIK IGF-1R &
&, 1fi IGF-1R 7E Dy e P IGF-1 18 1 i 7 UL Je R 4%
Thae i 72 v 2 OC 8 2, (R 1fn 58 1k & B A
IGF-1 ¥ Z, 3R aThae @ SxIR4LAf L,
AD S AT e AN [E] IGFBP-3 Al ¢GP iRk & 5%
i« IGFBP-3 i 5 389 in mT 5 e i 2 248 M 980 S .
FTE, S BRI h T BE M IGF-1 3R 5 cGP K E 1
T AT g 2 3 ik 4L 2 b IGF-1 A= 0) F JE f — b
& N B
52 MHEHEBRBIERSHESRBAIAZINEE

— D HTAEPESEIR R B, AR 2200 L0005 1) RS
%5 PD #1256 *7. Guan %5 P FI| A 4 i 41 Ak Gt
LS AR, B IRIRGE T PD R KR N B
M AR . 5B A N B 4 i % k22 30
REVE TGF-1 Jal /b DL 520R 1M AT B, 12 I8 72 Jii
TEH P A RAEATAT R B, e i i shag.
I, fE—ERRE b, AR — M S ER A
KRR B, & AT e 2 T TR Hh 3 N 2 45 R PD
BB R AN S RS ) R B

I 3% IGF-1 & &= b & # H K0f R fF, B 54k
PD X[ REZHAHEL, PD & MK IGF-1 Fh&, X Fp4E
WSV YE T PD XA R IGF-1 S &5 . N
T #8575 IGF-1. c¢GP #1 IGFBP-3 54F#. A 1T fg
BUZH)ERG 0 FAABE R, Fan 25 B {3 F 22 o4k 1k [
AR M B, T AR R B T AR . IS EhALA
HIARSY . MR, 1122 IGF-1 F1 cGP W FE4F i
FIAAE SINVHPRES A 5%, 3E IGFBP-3 ik 454k
5 PD iz g fAS A k. IANEIPIRE IR (PD-N) i) PD
B MR IGF-1 IR E R BFAK, 10 oGP K JE R4
W, S8 cGP/IGF-1 JEE /R LBl 4 14 2 40 3
HEZ T, PD %4 (PD-D) [ cGP/IGF-1 B /Kt

cGP W ESIGF-1
FRRD——

v IGF-1+IGFBP —> IGF-1 /IGFBPE%%]

cGP? l

(cGP1+IGF-1+IGFBP —>cGP / IGFBPE & ¥+t BIIGF-11) [ iif5IGF-1 |

+IGE-

(1GF-1 % s, MRS )

BN EITh e

KRS | |ZFEENERS

1 cGPTERGZER P HIIERHLEH
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Bt A7 0 2 Ak i PR AR, HOCERE A R % 5 PD-N 41
IR . XEEEHRIEIR, PD (RN AN D) Refang 5 F 1%
H I, ERXT cGP/IGF-1 BE/R EL 20 5 PD A
FURSAFEAR F A 1 B

PD-N 41 Ifil 3¢ ¢GP/IGF-1 & /K L 56 4F %4 88 in A7
B F 4R\ RIThRE, & BT IR b sh s IGF-1 14
ETEC s MR, PD-D 44 cGP/IGF-1 BE /K LU it 4F §%
BT RE R S R RS FE R 5 i PD-MCI 4
cGP/IGF-1 JE /R LU AE 5 42 38 1) B 45 50 2R T RE 2 A1 R
A PR B X O SRR 7R | cGP/IGF-1 E/R L
HEER Z MK R, FREA BT PD B3 1A
LIRS R I B A RV, Ik R A7) 75 2 0d
g — s P

BT R A7 IGF-1 A4 Rl it i fiwi be f, I H
FEFA A (1) IGF-1 fE i 41 219 IGF-1 (W 2 ZER I, Fr
DL 24 o T e P IGF-1 &5 & 1) ek 2D 2 B A i 2H 21
IGF-1 & . cGP 7] LAY IGF-1 5 IGFBP-3 454,
TN 7S cGP RESE INAE IR S D) REME IGF-1 (195
B Yang & U0 Al G e 44K T RGN T PD B
i X IGF-1 1 IGFBP-2 [f13R15, KILE3EPD &34
AHEL, PD WZH4R IGF-1 fl3i508/0, i IGFBP-2
ZEIAIG N, IGFBP-2 (#5148 S I B4 AT o8, 48
7~ 1 PD H IGFBP-2 [ 3RIA 7] e 5 N4 2 2 E A K

B2, WP R K+ oGP Ml cGP/IGF-1 JEE
IR ECARL AR A RT DL R KA 0 T i A8 A SR AR5 1R VT
FIFEbR
53 NHERMEER/RSEFEKETF-1LLERT
YEFIIAN N TN BERERS RO FT BUAR R4

YR RS PR DU e 68 D] 2% 2 0 2 T e R o
IGF-1 38 5 o I 557 PN 52 40 M A 3 D e AR A, FERR
FONIESHTIN=EE R ALY R (S gt ok
e R A g Al g R M B, 5l RN EI T Re N B,
BT S EUER TR . HRE BRI TR S
&¥F IGF-1 ThRERIAR M, 13K IGF-1 ThREMI % 4E
WIbR EDDAE P BT DA 60 B 5 0 R A AN TS 7 T
A E LRI R TR

W58 N B © 48 X I 2R IGF-1 ¥k B2 Fl IGF-1/
IGFBP-3 LUAE S5 ML 738 N HLIRAS Z [A] R AH 5%
PEHEAT THEFE, DA R 7515 A S i (R I IR
PEAE i Ar P Wz wi AT, I R ok 2 8
IGF-1 AN EA s, R AS 68 8 5 R A IGF-1
RSk AL BT R T 70% (1) IGFBP-3
5 IGF-1 &%, IGF-1/IGFBP-3 Al AN A R 1k,
TSR AE . % T cGP/IGF-1 /R LL A cGP W

AR 5 AR A S N RPIR S G 06, B B AF
AR, AR L AT 1 Sy TN 2 975 1) 1 2 A 4 2
PR EA, A3 BT PR DA RN EE T B RS B e A
HReIHEEMEE .

BRIk, T AHCER T &, MK cGP/IGF-1 J&
IR BRI AE R i R ) BE B i TR AL M YR o7
SN FIEAT AMARAIE ST B B A Vs 4

6 Mtk

ICNZA

B I, AR RO IGF-1 & & kb
XA NPT R R BUME RS IAENDIRE N %, 2
G R AN FNBE G F L D ReFE S . IGF-1 5 IGFBP-3
(AT 2 TR TR th D RE I IGF-1 & &, JFAE
ARSI FE R 4R R IGF-1 04735, oGP /B4 IGF-1
SEAOL AR, % IGFBP-3 A5 5 IGF-1 1A
(4o gy, AT L[ IGF-1 7E06 3 1 2E
YiEPE. oGP & B EMK. cGP/IGF-1 BE/R EL R AN
IGFBP-3 & &1 2> R LD se v IGF-1 & &, In#E
— e DUE S B BRS04 AR08 A ¢ B TR
i AR g 1L 55

AL, AR b 78 cGP #E 7K & IGF-1 Al cGP
Z B, BEfBA IGE-1 M IGFBP-3 45424
R H SR, AT B A T RE, Rt i
BE— B A AR AR B 2R A b B R R, MY
Ae A FRAS, 10 BB T F 1 LA IGF-1 Thagtk
Tl = R AR DGPR3 1 R A R
7 Wit

H BT cGP i 5 IGF-1 Zh & i B 72 475 &b T 5. 39
BB B 30 Z 450 & B IGF-1 1) N o £ 3 Bk,
X IGE-1 AR I S SR 3k e e, K 2 WL it
T B . ARLRR IR T WA R B 1) R4 =2
FF cGP 7E71 IGF-1 Thagh I/ER,, (H=ZICEE Ty
E V2 W BEIEANOWE LS, g IGF-1 N
Uiy A B RE (1) 43 WL, o0 i IGF-1 -5 W) ) g
LI 53 TS, oGP R FEM & LRI 1R H 1 70 T AL
#1, LA M cGP 5 IGFBP-3 3% 4+ 1t 45 & 2 AN AE
BUEI . BEAt, IR I SCEE 2 WS SR 3 4)
SEIG, AT EEAN TSN FH oGP Tl . et s AR R
PIIGIRZEG], oGP £ HAMINFI D) REFERG . #HZRIRAT
PRSI A IR PRAH S PEFI AN 78 oGP (1) B4R 25 At 75
B — P AT IR IR VR AL o

I 20 4 BASK, oGP AHICHE 7t — FL A2 f i 2=
5025 KA L . 2018 4E, Fan 25 U M\ SR i 52 o
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FEHUH KRR cGP, FFHEATWEFEHET . fE— DX 13
ZONFN D RE IR H AH A 1 45 05 (1) PD 838 4T I JT
RS R I, B SR A ) (BCA) IR FE V6 T AT
28 3 JiX B W (cerebro-spinal fluid, CSF) ' cGP & &
TERmM, XA 5MmE® T cGP FEINEINSis
g o U, XU R Y], BCA #IRALH KR
cGP 72 NN vl R FH B e et R IR 4 .
T FEN AEAS [F) B2 73 55 B wh g AT B S 3 AN 2454
SERG, Ak 2R, REHXME . A
DL DiResE ) Bk sz . B, WA R Ok
cGP MAX™ 37 il 51 2 RUHE R, XX 2 ApE R
I S AR DG FEACRE VR T A R L.

cGP AHICH FE A HAR AL R E . EARE Py X
IGF-1 [ % VEAE B G N, IGF-1 %F A A4 i) = 2
Wl TR 2 SN R R, (E AR cGP
I TR be A 2218, Hod oGP 2 HE —MELS
KRR . fefiEE N LA K cGP ¥ K=&, %
RIS FEHET NI, AT A2 75 2 JEL 2 A A 1) )
8 RE

BT E 2 AL X5 5 3 IGF-1 1 cGP 1)
DIREHEAT 1 — e R EEWI BAarbr, A 7 HAEIA
TG S FH DGt 22 AR AT 1 95 3 R () I R 2 FH T 53¢
W] cGP/IGF-1 JEE /R EE AT 15 DA A T g H 22 1) 1L
H kR E ). Neuren Pharmaceuticals A 7] 20 £ 4
| TSR IT A B 1) oGP R, HCE
B cGP AL I R A58 FH 1 22 Atk o v — 2 )
Vet Sk B a2 5 B FLR) (FDA) it A T
TRIT — PR B A Rett ZE A 1E (https://www.
neurenpharma.com/), H5B5 A8 52 BT IGF-1 T
Re B = Fr 8.

Wi — BT, A oGP LURIRFM A
Al e T e 9524 IGF-1 1IZhRE, AR %
WS BRU BT TR R B LA KN Ty BE R (1 I
RIGIT T, FFAESE 2 R Fn s K 3EER .
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