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WE  BREREFHK (GLP-)X KB FZETHERRN — KA, TRAFEKRLE. REARE. B
mE. REmAEEER SRR, MENQnE. BIE. ARFEERARCETRPER. LFk, KEF
# T GLP-15% ik 5l 71| 36 /7 4 R o B W IR 5 2R AL B 0 BOR M, A SUHE 2E 3 (B 72 12 08 7 B A SR T 5t JR AT

N4,

XEE AR, REEFEERKR-1, BT F

B PR AE A BRVG 9 2Rl AT . 2013454
B AT A s, R N TR PROw R N
10.9%, H JR 73 1 HH 2800 SR 0 i 35. 7%, gt v i 2
k-1 (glucagon-like peptide-1, GLP-1)/&—FHifiZiEL
SR> WA P e R 2R, R ] AR AR a2 ke I P i
PRI IR By 3 s, 0] I oty o L P ke v i 2R 20T, 410l
B, 22 B A, GLP-1XbO I . BHE. KK
SR H S A RS ERP. RIRGLP-1 7] B — ik
JIKH§4 (dipeptidyl-peptidase 4, DPP-4)Huis B A I K i,
PRI 1~2 min, HOHIEAR R AHEA R, GLP-152
1R ENF)(GLP-1 receptor agonist, GLP-1RA)K 4z #E
SRIERRTH, W] %2 DPP-AI P PR, H AT O
EAh L1 FIGLP-1IRAGLHE ZETR K. RIFi &Ik, =]
IR SR GIA] . BERER ., FTBEfL. ®Y

BIREE, EENRAE B a IR Rl Bk
FIEIIRIR SCHETRME S 7). DRk (44 A\ GLP-1
TSR, DPP-440 55 AT B I GLP- 1B PROE AR, M
T+ P IEHEGLP-1KF.  H A &3k E _E 1 iDPP-4
IFHFVEFETEAL TV GEREFITT . WREFITT S BTA% %)
VT RFREFNT. IR, FRE %4 7/EGLP-1RATR YT HE IR
RIS T REF TR, A SO EGLP-1RAYR
I7 W8 R HIG PR 5 2R At 7ot R it AT 41,

1 GLP-1RAXFHEIRS (& RBHE R 25 &
Ak
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HIFRFS AR JE GLP-132 AR B Eh 76 758 IR e PR 5 RE ik F 7E

Oy FEHL “PATX IR PRI, B 78 PRI S ZE TR
ik 5 22 AR SR G 97 B2 W2 BOE R i (type 2 dia-
betes mellitus, T2DM) &35 1 FEREIT &L, %AF 7Nk
416H T W T2DME S, T-1i48)8. 4R BiR, 5IRE
oML B W AL AR b, S SE 0 Rk A BE Ak o 4r B A
(HbAlc)HIELFRIR TR, WIEEMAL. B R ks
BT PR 5 B 23 5 9 1.8%, 1.7% K 1.5%, HAKHE.
PR I T A R R 1 e th B R

FE—IZ . BENL. FFRbREE . AT X I
PRARGE Y, NI%E368 51 — FF UM 24 7 I B 42 il AN 4
IT2DM R, $& B8 11 BENL /- AP, 5 s iR 6
FREC PR FUTT 6726 . 45 B TR, Flhr Ik 40 R o i
FIVTZHHbA 1c H F 26 PR 53 7 8 1.65%H10.98%,
HbA 1c<7%IEARZE 7353 N 76.5%F152.6%, Y5 NFHi
ERRA T PEREFNTT A, e H R b7 o 2H Ak = e o
5EY

— T B rp O I PR AIE 70 K5 6351 3712 I T2DM 2 3 it
ML AL, 53 )45 T R Br 8 ok ol rb b e RS 2R 1 B M
BZIGIT 120, Al B iR s, 4R ER,
PIZLHbA 1P MEAAL,  E R 76 ok 20 50 245 i 2 i ]
T IMAE P BN IR R A R AR, i
ol R 574 84451 Fift &) 2546 97 IR 42 il AN ELAE A IR
RUAE ) T2DM 8 5 BEAL /- AL, 5 al4s T RIHL &
k(0.6 mg/ R, 1 G E1.2 mg/R)BES IS FR
JTECR RS ZIRYY. SREIR, BT 12 G, W4
HbA 1cP# IR A W22 72 7, ARG A T 444 3 R0 2 [l
B3 PR, RS SR T D, R 8 R Ie T R R N

1.2 XF2RDNE R 835 ML g 1 PR 7K P 1 5 i)

W RN, FET2DMEE Y, Flh &G sT vl A&
M3 REBERT . MR-, A4 AR 5 (2%
AU 23T R 77K, BRAR MR AP R A &
R iR FACET, b4 B EEOR, GLP-1RAT fgid it
e i 7 R -7 ST AT 25 0 A O P 4.

1.3 2RUBERRG B E P GLP-1RAIRIY I 5 4 3%
FIEH

PE 22 X L IR FE#E 2 (oral antidiabetic drug,
OAD)YA 7 I i A T2DM R Vs g H 1
A 1 It 2R B H 2 K S ZE TS IR PR by SRR T T SR AT
TRA- R T AR ROR, SUSIH KRR RIRTT

918

AR, Wi SCZE TR IR IA YT 4 T 1 0 1. 88 )i £ 1A B A=
fir4E (quality-adjusted life years, QALYs), 5% A
114593 JC(H 24T 18 B A61078 7L/QALY)!”.  Lik4h
RILR, TEOADIRYT M HI A E T2DM &
W, SRR R EIT G, WIS IR
BVR SR — P A -8 T U (T R

L4 W 1EURE s 85 AR R B R

I, — TR A s R FELE 1 BSRE PR (type 1
diabetes mellitus, T1DM)HEF H R ZEMARPEA ik
By VR I7 0 MBE B S R, T A 3 N iE 3041
TIDMZER, BN AL IEARLGS ng, & H2)HES
RIATRYT B R 5 2R T AL, VR IT RIANA T4
JE J A8 FH B0y 285 IR S 07 1t W v 5. 45 SR o, i
SERN, 5 RS FA T M L, BRI T 41T i
R 38 0 PR A IR A% e SR8 B b, H AR B AR
B &R R TR

M2, XFT2DMEETF, Tl AR 25677 5L
KAVRTT, GLP-1RAMY AT &2 pes QS HKCE, A
A RAFRIRERE T2, i BLd B Ay b 3 50
L3117 5 NN 27 N R 218 N 11 = e
TR AL, X FTIDMEBE S, NS R
BT R b, BEA GLP-1RAVAYT A W/ ks
. BRCRS R ESRA. AL, GLP-1IRAM KM
AR TRITTIDME .

2 GLP-1RAX i & B2 3l e A7 98 FY

20

— Uk T TRIAE 50060 53 1491 32 138 1 AT 11 i 8 %6 B
i & 3856 (oral glucose tolerance test, OGTT), AR Hi& i
i EARAS AT 0 . 45 R RoR, 5 gl 1) 2 I R 52 45
(impaired fasting glucose, TFG)ZH Bl %] 4 B & 52 17
(impaired glucose tolerance, IGT)ZEAHLL, IFG+HIGTZ
FiZ i T2DMAH (¥ 25 JEFAIOGTT 51 41 J5 2 hifiLi& GLP-
1KF3)E 2 T, HGLP-1/K-F 58S BA T Al  fi%
5 B2 it 1 fit 7 #(homeostasis model assessment-,
HOMA-B) 2 IEA " kg5 B4R, WIETEGLP-1
53 WAz 45 55 BT Ty R B S 8] ) AH 5%,
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Jik S BA L T Re I sE . 25 R BoOR, SEELAHLL, 344
AT CRE BAR A Dy RE, (S FE S K ZH B4 1 D i A3 B 5%
H,  HLAE S SV B 2% 53 WA ) M (acute  insulin re-
sponse, AIR)F4bE 5%k (disposition index, DI)J7 [ 5
BEDL AT R O I R ST, 39618 2
T2DM & & B4 A HE 82 KT R 2 4iF (continuous
subcutaneous insulin infusion, CSII)JA Y7 A1 & Kk
A CSINATT W 2H, FIFLE K& 50.6 mg/ K, MFEIENR
(7 M B <6 mmol/L, %85 MAE<8 mmol/L)Ji5 4k 45 H
CSIIVAIT 14K, fFHCSIE, FlfighiiEl s
1.2 mg/ R, HENGIT 12N, &R ER, 5H4iCSII
HAREL, Fl b R IE A CSTIZH IR A An BE PR, 4 1 Js
BAH L Dy BE Y ATR 2405 B0 B 68, 7 R h 8 KR e A
CSILIG Y7 A2 PRod 425 i TR ) [3] i 7] 3 — 25 DG p At g
e, (AAEAF LRI & RRIGTT 5 LR BAH A D e e4e35 2%
RLE A X B [ Ah 2 R TS S5 R AL, Bunck %
NUEIRIE R, 7E B XUNRE 24 4% ) R T2DM
B, SUSINHRR S IG T AL, WS ZE AR K
YRYTE LGS BAR ML T BE U7 T B IR, T I14E
gEOR, 1 25418 JE BAN B T g GBI E A AR AR,
23t S KT R THAS R, LKA e 2
4J8 e AT 4E R A D RE G, T HRS IR By VBT A
WA AR RORE, [RLE, GLP-1RASE A AARB4H a2y
RE IR R B ABLF- 75 B N [R] (19697 A Re R 3.

fii %} & K76 (paired-box gene 6, Pax6)se — I
B RSN, HAEIREE . AR KINERENRE
A EENER. 15 Pax6HE R 4 A 54 1 Jo T BRRE &
F ARG R AN B (Mus musculus) ™, 817 AF % B
AU, 8] LI i 5 2R /B B R L T s
PEGLP-17KF-FRA%. B FE o, KAL) Pax6 TG0
# R AL B (prohormone  convertase, PC) 1/3Zw %L A
HaE SR, NS IR & 22 R B U1 R i B 2 . e bl
R BIYNGLP-1 (M F R A b, Rk, iR 2 5 8T
DI RG AE M GLP- 17K~V FRAK & Pax 6 5: K R A AR K
A BEAC S A E LAY, E g AR SR K Pax 63k
DR A RAZ /N B AN db/db /N FRIX P AP T2DMAE Y Hh 25 %
FIHLEIRIGTT 28, 258 Bow, SXTHRAAE L, FIH &k
VR IT O] 3 PRAR RS K L o5 LI A R I 2R A,
I H_E VRS FPC1/3RIPC2MIRIE AT, (kRS &R
SR BT, e ARG ot 2% 1 5% 2% D/ JR 5 2R LU AR AE /D BUBE S5 B
24 2 Min6 48 AT AR/ BRI B v, R & R e i

T BAH A b GLP-152 44 2 H R i I cAMP/PKAE 5
g, M EIRPCL/3FIPC2IRIE, PRI 5 2% 5/5k
SR, %00 K B T GLP-1RA{E 5 &
iR 170 J &5 B Ak A L B LA T HL, ESEGLP-115
SIEYERE RCABAN L DR B EEAEH, AGLP-1%4
YITET2DMG YT Al B B2 3 BT i D RE 2 A4t 17 8 1)
RS,

A=, EREAKBR(Rattus norvegicus) [ 51
SRS, GLP-1R[JE S PKCIE 5l e, #iHIp
YHARE T, (RHEBANpRAFIE"Y. FERE RS SN R B4
il R BTC-641 B ¥ fig 85 M R AG AT hr il 48 Bk vl 3
I mTORMS 5B B IE M, A I g4 v 1=,
Rk, GLP-1/MY Al S5GE RN ThaE, & rT {2 34 i
ear

3  GLP-1RAX AR A A A 417 A B

20

20114F, —IUE TS 0 5 2 5 I B B R A
R AR RAEUR FE WS RN, 1EPR 5
TTRNSCZETSIRIE T NAEHR, BB 98 AU 3 i) 2 FL At B
BRI NBEII6.TR110.71%, IR XU 40 5l 2.7
F2.9652 [R b, GLP-125936 97 MR 2 a5l T
IS, SR, A5 SRGLP-1254 % N S i Joe 4 i
HEAER, 5B,

I Ji e £ 7 BA B0 4D I DR 5 B 2 O RO
GLP- 152 M4 1 Ji fi i 41 2 rp (1) 3R AP T 55 i i
P, I HGLP-1ZARRE TS EEA RIGIKS
P, ROUNMIR T EAATE K R o B ik
BNl E 2. EAERA A, HERGLP-1%24k
EE LR AR R R AR R
BEAT BRS80S, R 8 JOR 3 o s N e 4
MIGLP-152 44, Ml 4n i sbsy . 28R, (2t
HRET:, HiZA0N & PI3K/AKtHIMEK/Erk 1/243 5 3 %
AT, BeAh, 7N RS 20 P 2R R S P A R A 1Y
RN E s S S B3y 1= R Sl o ot I ] IRESR S
Ve i, — Hilmeta 2 N i 334167 FIBE
Pi>52J8 . HEiGLP-125%)(GLP-1RABLDPP-4411#171])
5508 HE L (2 ) S At P R 245420 ) ) B AL R R (0
FEON KRB0 LA 25 R 7). 45 SR BoR, fET2DM R
Fh, SR, GLP-125%02H 1y faa g XU o W,
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HIFRFS AR JE GLP-132 AR B Eh 76 758 IR e PR 5 RE ik F 7E

TR M, IR MBEVI>104 LA, GLP-
VYR TT 5 IR R B AR AR AE AR DG [ B,
GLP-125%%¢ + e i 3t e OF o fedt A, B A0k W]
RE AT I .

4 GLP-1RAXJHFAE. i i B B AR i 520
4.1 XA EZ A

1E v HE MR 7 175 & 10 B 9 R 4 5 105 JH- 9 (nonalco-
holic fatty liver disease, NAFLD)/| A% 75 13 25 fli iy
Ti% 15 5 1\ 240 . 22 L-O2 4 it I 1y 735 1k 1ty A 4 5 73
R & LT T AT 38 i AMPK/mTORYE 5B A &
JHF 4 B W, O/ AN B 1 B R RS, AT s
NAFLD™. £ KB APy seie b, —+ 6l P i GLP-
IRA TG PK C-O AL [ ph 22 PRI, 1883 Bl - K-
JFF I AR A 71, AT osk 2D Bt 7, 7 i B VR IR
FH1db/db/IN B T2DMAE B FICSTBL/6J /)N Bl JIE Jif A Y
Hh, FRLE IRIGTT 128 o7 L AT AR BRI L 3 3 ik
K, R, DR IR, AR AT
(g 5y R ALHU R R, R & R wT R U R L R
(chemerin) ik, HHIHFME P9 o3 0 REIEE, o508 J 5 R 41K
FPL eAh, 76 AT R HepG24H e, GLP-13@5d
T AmiR-23a7KF LLiF G LR AR R RPGC- 10
ik, I Hadd EIRA RIS 200 0A, i I
Mo T2, B, GLP-1RA R /b FF AR AR B0 AR, 4]
JF R e, SO0 P O DR 9, e PR U R AK
Bt F0 I 4 A

42 RN R

TEdb/db/N 8 Aob/ob/IN 5, 4 & K IG 7 5 mT )
81 P9 I i 7 R i T A R S TR A 2k, T B I A4
O R IR SRR N R P, LI KA 2
SIRT V#1477 0 it 1 e BR ks ot (2328 g s 11
OYRAVELL, T RRARAAED, phah, 1EB ks,
FFr £ K AT A 3R 3 T3-L 1Al 44 AR I 4 g 2346 024, [
I, GLP-1RABCGEAR G 73 A AR AR 5 mT gl L 24
AN IR,

43 XA R

B R AR AIGK (Goto-Kakizaki) K, 5
XTREZHAR LY, FIRE Bk R R4 R G, nrahn i f

920

FEAE P13 B, S P A M 5, X T g S LRk
B SR [RIRE, AE 9N S D) BR 1 ERE PR K BR R, Al
SRV A G, A TR, TE N
BRI BB 40 0 RMC3T3-E 140 i (4R Ak sz i, il
SRR B AR T RCE e _ L GLP-152 4k, 0% R
W S, (Rt A A Ak, RS
BB PRI B T bR B RIE, ek s g e
BT BRI, AR, EMC3T3-E140E, Flf:
E K AE T AMPK/mTORAS S3@ 8, 1 55 e 40
AP R, GLP-1RAXS A Lm0 A+
3, AR BIRNI AT,

5  GLP-1RAX{.OMIEE B AR5 E FH

FB7 R LERE PR 5 8 0 I 4 R VR
(LEADER)# 7t & — WK B0 U8 25 Rt 7, it 7t
N 934041 45 0 1L 5795 5 B A 66 PR 2% I T2DMLR
H, A AT ARESE O A B
B R E AL S, GRER, 5eEFAMLEL,
Fllhr R 4 — R 28 ST IR A 45 35 PG 13 %, O I BT
TR R (2 35 PR AR 22% 7). iR 45 B4R, 1%GLP-
IRAXEC L BA R4 .

5.1 XFiE R ER

A8 PR Ty e R i A2 3 Ik s A5 A, ) 4 R O
RS, — T R 7N ZE3 1T 2 Wi T2DM R 2, BEHL
3RV, S RELHAN 25 T 2R3 77 T, SCZETR KA AE
AEE DT ST P AL 25 T ARG YT, T2/
Ja, SRR 2 85 7 R 2 VAL SR I e AR Bl ik
ML &, AR DN AT 35 14 20 i (R &% B 4 F 1 (soluble in-
tercellular adhesion molecule-1, sSICAM-1). A ¥ Il
EMMZE P41 (soluble vascular cell adhesion mole-
cule-1, sSVCAM-1)55 4 B DI BB IS AH OC 2ORE R 7. 45 51
7, SCFE TS IR T S 3 0 et R S K I A £, BRI
JHSICAM-1HIsVCAM-1/K-,  $ 7 3 ZE AR Ik AT el
T2DM 3 1 AR Bh ik P 2 g

1E [7] 28 2 Jht 28 1R 75 32 N B & Ik 9 R 48 i (human
umbilical vein endothelial cells, HUVEC)$# 15 H14A& M
A, SCFETRITR T 503 P 7 A4 M 1) T e B A AR 4 E
Jo7, FLiZ 30N At GLP-1 32 AR Ml 1k 0. 7 ot sk b
P FHUVECH U AR SME Y b, R4 IR T ek Rz
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1 1) SR A S S AN A L . R AR AR 5 FHUVEC
JIE 75 P 45497 PR AR AMAB AR e G IR 1) — FR BUTCR R
B RIPEA 06 250 P9 B2 41 e Th e B i 2L AT B TR 1
A, Az RS 8 il i — B SOOI 3 P 57 40 B
GLP-15Z 1415 /K FEFIPKABS R AL R SC IR, Zhi s
ISAESE, fERHEMETRIIApoE™ /N R, /NFIE ) —
BRI B 68 BRI A 967 X6 S Bk P B2 A P A ke Th
BEAZ 40 Rt 2L P R R R, IR, — H XUICRT
Flr & KBRS 16T AN AT 2% T2DM R 3 A i 42 il
AT AR BB 1RO ML 2995 XK

TEAF AR 15 S HUVECHE 8 P 52493 (1 R A S AR o,
R TR AT 1 55 P B2 0 P P L A R 7, TR R
DUV RT A Py 200 B P I 5 2R RE DM R, AN e iE
Miz g, Hi% M & PI3K/Akt-FoxO 115 51 4 Fr /i
% E"J[M]'

&2, GLP-1RA (Flhi & AL ZE AR ET2DM
B ORI Bl P A R epon o s I N R Th g, JF HLAE
HUVEC ¥ 2 Fi R 453 45 45 84 o m] H0 1] P 52 200 B Fr) 4
ORI JRE N AT A%, AN & 4% i (R
YER.

52 RCHERIERE R

BEAE [ ST T R, 7R SPESTBUA & Itk L UL SE
(ST-segment elevation myocardial infarction, STEMI) /&
b, EEIBRIGST P O DhRE, B sk - PR
TR A BT, R RO R R
T R, SRR ARG IR 4 BOd
IRBNK A N¥GTT (percutaneous coronary intervention,
PCI)¥A Y7 FISTEMUE S H [T TR, W 7E Nik96
BISTEMLE#, BEHL 7> 9 2 RGAATRI B Ik 2, =2
ZPCIARHI30 minJy Al 45 T 2B 8R4 & Ik (1.8 mg)
BRI RS, RS 4k g 7 2 BT BOR B Ik
(0.6 mgx2K, 1.2mgx2 K, 1.8 mgx3R)IAITTR. 45k
BoR, 5 EGAMEE, MRS AL MRS w2
B0, FEAETIAR LB /N, BEAh, R Gk 20 %
Gt Bt ny Wt BEE, ZEIBTEIESTE A =
Y ONUBEZE B FE T ITIE 1 53— TR IE, Aik90f £,
IR TRENL > AL, 73 0 45 T 22 TR 77 B M) o 48 Ik
(0.6 mgx2K, 1.2mgx2K, 1.8 mgx3R)IGITTR, 22
PCU=E3A A PG /2 L EIhRe. 45 R R, 52 -RIAM
bl R & 2 2o 0 2 G I A B I =Y. R A A

W, TE 2O WA AE 85, s 5 AT 8 RO aE O
WL, B35 7e Oy B T RE.

[ b — T0AE O IS FE /N RS rp B AT (AT 58 SRR
IRIERHE T A 1. TR TR Bk AL AT RS2 45 4L AL
FEBE/N AR, SE AT 25 T 6 R AL B 7 K ]
BEGNCHUEIETI R, WD DR R AR, 1
I R, SRR S A AR [FIRE, ARSI
FAEIR, TEM A E AP AR 15 S 1O L
AP , GLP- 1 m 4O AL JE T, Bt
OO A7 5 0,

Mz, FESYEONIEESE S H, GLP-1RAR
I - PR EVE AR T . B ROIBE O L 4R/ B TH AR
GO EINRE, X 0] RS H O LA 1) B R
TERA K.

6  GLP-1RAXS HAZS B W~ 1E

6.1  XFEAERYERI

B PR 5 IE 995 (diabetic kidney disease, DKD) A& 5t
BB IR IE L —. B/NE BT
5 A 2 [P FDKDRAEME BEREE A
BN b R A B AR HK -2 40 i 7E = B (40 mmol/L A %
PRI E 72 s, dHRETE I REIG. TR 4n
Z . HWEREHARIE . GLP-1%2AFKIE K N, 1£
YA AR T, R RS 4 s v T
i o0 N 1 O S N A B e N Sl N
GLP-13Z R FIEACE LI, FaRes IR, Fli &k
A] BELAELZDK D) KA TR JE.

6.2 X RANE Ry EH

TEBIE M B 155 3 B B /R 24 3 BRORE (Alzheimer’s
disease, AD)/NERIEA A, FF7 & KR Ry 8 v i
W Vtauss ABEERAL, M ECE AR I REZ . 5B
TERFEEE 15 T IAD K BB b, Fildeds 3 SLZE TRk
7 AT 1k 2 R 2 S R ANRAZ ) B Y. e
25 BR2H MR 40 R SH-SY SY 4H IR A S8, iz
Ekr] I A PIBK/AKLE 5 iE I, ZZARBIEMAEE A
FHIHMETUES. fEdbab/ NS, 5HESRIBITH
b, Flh & K va o7 8 T 4 1 6 B B0 tau B 1 B IR
1, NI R FEA G AR ORI, - H AR -4 g
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HIFRFS AR JE GLP-132 AR B Eh 76 758 IR e PR 5 RE ik F 7E

1,2,3,6-VUE ML E (1-methyl-4-phenyl-1,2,3,6-tetrahy-
droxpyridine, MPTP)5 3 {5 A/ /N B AL, Rl
) 8 R m R 8 R VA T 14K B BAT pp 2 A 40 2 7,
BEAL, A T G ff - P V5040 PR R A5 2R K B,
i, Fidesh T ANEHGLP-1IRT7 14K, Al FRAR B K
., R TNREVESY, 4/ NIEESEARAR, BRI I i
PR ST, LRI E R, £AD. &7k
i+ I SR I - PR VA A S i A B B
GLP-1RAEA ML ORI R

6.3 XTHi kRO E

IR, Rl & B AT s 2 A S /R &
PR, oAb, FERERE AN G rp R ik AT I
TR PKAS S B, [HINF-«BJE, MMM IE
N SNV G i 18 22 1)

7 HBGLP-1RAMWE R

MAMIGLP-1RA B BA R i (AR 25 40 F1 2%
HRER, (EAEESA T BE K677
EHZAME, BReEKA R B s 27,
325 HR v 25 1) D {5 T RN B (KA M. 3 5 S GLLP-
URBEAS R ST 181, WIF RO B GLP-1RA. K H
BN E H AR AEGLP- 1 C AR S i B — AN R R ]
fil#%—FERGLP-1RA, HEt5AEAL%S, Nl
WG DPP-AME B . 5 RIRGLP-1AH L, HAEH %)
i F X 1D /0N B R T v R B 2 7K P AN B I B K

S5 30k

FIVE 58, 1 BLGLP-1RAVE ST 5 A B REAE B ] 4
Fr6~7h, 1 RIRGLP-1 X 4E#F0.5~1 b, GLP-1-
IgG20-Fcie i — R BIGLP-1RA, HAEFRE(Macaca
mulatta) s ] 2320135 134 57.1 hy AEKKA BE R
RN A, BN B 1% GLP-1RA (1 mg/kg) ml 4
FEBEBERURIAS K. AAEMRER, 5RBM L ZE
HRIRARLL, 5% 2 EEA A S ZE AR IR ALE O U AT /) RS
e HLAT 58 1O I (R4 s, Ak, SrolGLP-HV
Rl R — R A R D IRGLP-1RA,  HARAAE NI &
B RAZ B IS = IRV IR (M T2DMABE AL /) B A ] e
AW AR AR, 10 ELAE M AR T AR A /N BR rh mT 46
MK ES, B2, EREHAIGLP-IRAYE R E M.
JHEME. AR (ERRE. 28 B AR 7 AL %
HEA e, WX EE M GLP-1RAR A RE
AIFERHI 5 E W PR S

8 /NGi5REHE

2 FRTIR, FRIE 3 £ GLP- 1RAIG K 5 Rt 7%
RS T MR SRR. R, GLP-1IRABREA
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Clinical and basic studies of GLP-1 receptor agonists for the
treatment of diabetes in China

LIU JunLing, WEI Rui & HONG TianPei

Department of Endocrinology & Metabolism, Peking University Third Hospital, Beijing 100191, China

Glucagon-like peptide-1 (GLP-1) receptor agonists are new anti-diabetic agents. They show the beneficial metabolic effects such as
lowering blood glucose, reducing body weight, lowering blood pressure and improving lipid profiles. Moreover, they also have the
protective effects on several organs or tissues including cardiovascular system, kidney and brain. Recently, Chinese researchers have
gained abundant data in clinical and basic studies on GLP-1 receptor agonists for treating diabetes. Here we summarize the progress
about this study field in China.
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