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Abstract

Aortic valve calcification (AVC) is a chronic disease of progressive fibrous calcified valve thicken-
ing and ventricular dysfunction. At present, there is no specific treatment, and valve replacement,
transcatheter aortic valve prosthesis implantation, and percutaneous balloon aortic valvuloplasty
can relieve symptoms. Glucagon-like peptide-1 (GLP-1) is involved in various aspects of valve cal-
cification related mechanisms, such as glucose and lipid metabolism, inflammatory response, in-
testinal flora disorder, and molecular biological changes. This article reviews the correlation be-
tween GLP-1 and the mechanism of aortic valve calcification, so as to provide new ideas for clinical
inhibition and slow down the process of aortic valve calcification.
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1. ZEEhBKM4E{L (Aortic valve calcification, AVC)EEA ZH$I

FEh kIS 1k (Aortic valve calcification, AVC), J&# BT MO IER 5 52 R, HOR A RiT
T HARIENE . AVC & — RS Mg, BT A 4EAS AL JE RO B D RERERS , B RSB N A O
FEHIERZE]. HETMIGARELIE AVC R IRRGETT, M E E KRR AT 1 AT I B R
2 38 F AN IR\ 22 5 E B K R FE R I AR S AR, X T2 4 NIX AR i,
AREM 52 FARF HRZH, N2 ARG ECE ™ E R HAOEM KB ER, AR, B, HisER2]. H
T AVC R HIZ B BAEIR, K8 K& EH BENRERR, FEEFRIK, R aRE R bhEs, H
LA B POR E k(i MLUE RO L 1B TESRE MR SE) S ) R RLRER TR, I R IR
Hai ™ E, WA MEFME AVC AR, KRIER TSR L, KRR KT R W R .

AVC M RIBHLE S HEREARU . RYERN. HIEREBEEREL. 2 TAEWF SRS 1) RERP: 5
AR RE 20 23 rp A7 AE 2 PR, IR B 58 MR R 1 B80S Noteh, BTESRAHE A Wt LU NF-«B %2
FE 54 S@%E, (ORI R A [3], tin Thi7, RREEE 60 ¥R R IERN, S8
BEHR T 4] 2) FHBEACHT: FBEAH 7 2 O NI fa R R 3R 2 —[5], BRI R E
B oy s BB VR VR R, rT A MR ) 5 4 23 e g B L s O i A R AR
i, T I A IR P R RS A R B [6] . 3) BEREACIET: FE OO AR AT Ak 4H 4 b % B AR AL UG
IR H E (ox-LDL) 5 R M RS RIN AR AE, & REAREE R 1 S S R S B FEREAG 1 R AR, 5 0 I P45 4k
R FEK R D) W ARE AL AR P n] S BWLAXT LDL iERRAE 1A%, JF H T ek /i NF-«B Rik,
7 A LA 20 RGP 0 TSR A DR 7, Rt 2 T 200 B A A A PR R B S DT 52 T P45 Ak 1) R A T R T 4) T
G BE: TR, AR I IE B RS O RS Ak 0 R AR R T REAFAE R R [7], dlid 104 B2 i85
B ST AR I, O I A5 40 41 5 e R B KB AL L T A D 2 i B A 2 e, I
— RIS TR I, O NFIEAS AL AL S5 TR B AL AL 22 MR EE T, TTAE 50 IF IR IEAS AL (1)
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RAEAAERR R 5) 70 FAEW: I 3B, K2 53 50 ik (8] 5T 40 M 2 30 H LR AT 4E 40 i e
SEF SRR ERA 4. Harc & 8], /M RNA (MicroRNA, mi RNA), MLEH. BEESKER
H 2 (bone morphogenetic protein-2, BMP-2)J& K 7] it 5 3= ) Bk 4546 A 5% : miRNA AT 4% 580E S b 40 A
G RF 9 F2 DR 1) 2238 T R 1 A5 Ak (0 3E RS, BMIP-2 R 0 of 2 (0 A5 AR R 8 2 7 A, AR A i A
YER S E BRI & FIBIE A IR R RIEA, anai SCER 30 Notch, Wit BLA NF-xB 52 M55
3% BTN AVC BB VIR R HLE] A S 2IE 8, VIR KL R EH 1 — BT,

2. RS MBERFERK-1 (GLP-1)

ik 5 RE 22 AR AK-1 (glucagon-like peptide-1, GLP-1)& H i b Bz P 43 L 40 AR o 40 RN AR i 22
ARG —Fh BRI [9]. T N IREYE GLP-1 Rz 23 Wik, 4o 2~3 43 44[10] [11] [12],
I GLP-1 28U ek A 1 H R AR G5 M A L 32 W B K DU I RS, b i S8k Rl R g
Jok4s . e IURE 2 REK-1 5244 (Glucagon like peptide-1 receptor, GLP-1R)/ ¥z 4> 4 T-Ji Sy 40 . K. O
Ik . B IIE[9], HshH O TIRYT 2 Vs R AR RS, AT RO URE BTN 1 35 58 T 1R R A 2
KT GLP-1R TE AL EFRIA I — T Firh, OB A 2O EDUA i = rh 38 ml Rl 1) 1) GLP-RMRNA %%
KK 5 AR RNA AR PRSP AE 2, (R T NSRS RNA ARl 2 i) 7K 7+ [13]. GLP-1
L5 GLP-1 R &5& KIFHIEE, HS 5V 28R M R AER[14] [15], HAEBERON F BONAREHEH,
51 T 257 R A M R W B 2 s TR T R R IR R RRRAS TR MR AR, B ash R B HE
25, PTG B B AN EE[16] [17], FBRUbZAMESR OIERIHE R ER, b SOE RN T, JES
SESIRREAZ . BHEAT RANE DM 95[17]. GLP-1 A1 GLP-1 R 2 Ja) (A HAF A i s AN R 1 R s =
T RIEZFAEINRE, GG 5 2O ORI P 5 0 P A RV BB I 2L kD R
JE AT P e 42 2R G S I S I AT ek > B 0B N [18] [19] [20] - AR B sk R 36 32 B RRAK AL
B A MRVTER, HP AR R R A S S R L g e SRR R R R
JH 2 L@ A G E A L5214 (G protein-coupled receptor, GPCR) %% GLP-1 f434[21]

g LATR, GLP-1 KLU A nTheeE oo 17 O IEACEHA R s AL S e, IR S ThRe szl . g 41
MaThee. APRE ML SR BUSRME. RERS] BHERmA R, REMSREE. SYRmAFEE
A, FRBF. ERFR. BIEFAR, R0E. BEMEY. BREmTEEhSEs . AWEEEs,
ENIAEDES) . RS A5 5257 0A A TSR IER[16]. A SCIRATHLC 511 AVC HLIIAH G
WAVELAZRR, A AVC I R TR B (L ) S

3. S IMAEEFER-1 (GLP-1)5X3hEkiB4EL(AVC)HLE
31 BSMPERERK-1 (GLP-1)EX MR M

9 A 20 BRI 2 2R A A I R SR AR BN SR AR R, SR Bl S DA B 1R 78 40 S B () R
FEIX— T RE AR, AR N A T B A S o AR I A A RN SR SR 4 M 1 T AR R AR [22] 0 S
Z BRIVIE R 0 SR 1 45 49 ZEL R R0 D A A O 4~ A RN 1 A DG 7 TR =i ik e, e L 0 v 1P 8 25
SR G AHAFIAE K o X s B PR I SV 22 1 510 DR 28 S 7 1) R AR SR L WAk 4 e A FG e 2 20 ) 24
JiL =2 A0 B R [23]

TE G % A R e, R A R A SO o W AR R AT I B, T LA i G of AR RsORT 48 R A R
(composed of extracellular matrix, ECM)E %8 DL J¢ 98 hE St #2 . WA A2 A 5 R SR S 2 11 1 B2 A0 4 e,
BA R IBYER Z e, T HLA 2 S R i B G B A AR, P E SORE B I G, AT A
BEGIR IR o JOE SO H S R PR 8 M LA 200 (5 4 L T ) ok e L DR s B R 5 RS B 01 A
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BEREARSE, IFBEAE LR AR R TS AR K DR R 4 i R R AR R R AN T R B 3 R . R —
TILL RAW 264.7 4R A1/N B 3 T3-L.1 Hil i 107 40 i A4 kL AT 7T [24] 75 : GLP-1/GLP-1 R 5 51 3FHF A
PR 4 M AT AE ELVE 41 i (human monocyte-derived macrophage, HMDM)H 4% 5% #4037 K 7 3 (activator of tran-
scription 3, STAT3)i&1k, HEI7E T BRI M M2 RALEAL;  H7E N8 i 2H 2 E W 21 ffd (adipose tissue ma-
crophages, ATMSs)/ =4 {i¢ % 4H i PRl 52 it 98 E 5 e B 3 HLPL 2 IR RS FE 6 &R 1) 2l B [25] [26], KILT
GLP-1 0% 1 WG4 M of AR Bk 25 20 WA IR FH o GLP-1 S8 Aul R =1 R ko it i 5155 5 4 5 1 AN i
7% ¥ (Signal transducer and activator of transcription, STAT) 45 5 38 i 521 731k 3k F v 151 200 i Fr) 26 4 2
REHLR M2 KA, M R AR 770 WA [27]. BRibz Ah, WA SR S GLP-1 FI'E )AL
Pyt a] DUR R (e fE gt M2 B4k B M2 4754 CD 163 [28]. GLP-1R a7 4 & KI5 4 U B 7T ek
/b ZF R R ] ARG A ME ML IR 2 AT 2 R 2 T RO i A M [29] . GLP-1 R4 2 ik /D> 1 W IR et
AHREF=A 1L-4, 1L-8 A1 IL-13 X LErE FR PR 40 HU 3R VG A AR B RIL[30]. T GLP-1 EAHAE
FPLR RN, — IO T H BRI & TN B R (R 7T 45 R 7R GLP-1 R mT oot A 4 A
i Rl v . JORE R N RN 22 L R e B [31]. 45 LT, GLP-1. GLP-1R & GLP-1 UM%
SiE S5O PR R o G 4 P 5 T AN 28 A

UEAh, AR ZN S I ST 45 RAUE B, e B R AR 1 2437 (glucagon-like peptide-1
receptor agonist, GLP-1RA)JA YT R #Il N AZ 87 J5 75 5 1 v R A R [32] . GLP-1R ¥z 771 3 ZE T8 ik -4
(exendin-4, Ex-4)FEAK T 40K #IZF (oxygen-glucose deprivation, OGD)% 5t it &2 F I J5i 40 Moy L5 py e A
K AT (VEGF-A). %5 48 & FBE-9 (MMP-9). & LA T B AZ 4l i iEa it & (-1 (MCP-1) fili& k. [Al T C-X-C
KPR 1 (CXCL-1), TTREK OGD J5 B A 4l JAK2/STAT3 5 Sl 751k, &t Fu 45 IR
Ex-4 AT DA ok B2 TR Jof 400 A i 114 77 X 5 e AL 375 5 119 9E 0 L g B B e PR [33] 0 — T AR /R AR 1Y
% KL (polymyositis, PMY#E AL THAERT 7T, GLP-1RA GBI M LA 4SR50 M M Tk T WL 77,
LD R B AT LA S [34] o 5 Bt — 2B UL B 2 PM R 2 B I LET 4E 2 7] FASLG At S HIFRE IR E,
XA ERE S 2 A TR 4R M A T PR T, A B T I NLA SORE AR TE 7

B, GLP-1 KRB aT LA 82 SO0 e 40T, T+ B4 I (1 g e JC o B X, i 410 1)
RERRVERIANAL . RS M A B A S A . Ak, RIS SORE IR SO AR, — AR R AR LA Y
FTPETNRE o

3.2. BRSMBERAERR-1 (GLP-1) 3584 RIS M

PR AR TR A REH LA IE 5 A VG B B O, I BN MRS E N B B[35]. 451
Pl AT BB %5 5 (bone mineral density, BMD), R IILAE AT 503 FOIR 55 BB X 10 0 i, BB, &
B AR T AA[36] -

FATOC T 8585 5 GLP-1 2 [8] (A 7840/, SCHRES 22 43 B 45 BN KR 745 v] B 5 iy GLP-1 A Rk,
HAEZR LR T LA — IS IR HINE, S 5855 TR E, Hh—42ma, §R%7n 1
TREIRES, Y2 2R A (AT RS 2-wk washout), 7E I SERG oy HIRC S T 4L 5 R . I
SEAE R[N R AU BE , 45 SR R I B 2 45 W R4S )5 30 min. 60 min i A3 0 51l v 0.023 A1 0.047, &1
GLP-1 ¥ J¥ B3 T 22 B E 45255 30 min. 60 min. 120 min. 180 min A9 & 23 %1 v 0.003. 0.006.
0.000. 0.016, AJ WLk 76 WEMR4AS o fA I 25 34K FELE 240 min I 5832 v 140 78 22 R 77 J A L 265 9 ¥ (0.043) ;. 7]
W, FHUSIE GLP-1 &3 3 JABERRES TG W3 m T 3 I EMA37]. Britzsh, 1RZ Kl
AR QLR T HIBIEE, RWESEE GLP-1 435 Th HA A v FFE I [37]. fEFHL. RE K
S NI R BRI e, B GLP-1 i & ik (Liraglutide, LRG), . B /KFHERITE, A
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JTHRBEES. FRACFIE & TXRA, ¥ p<0.05[36]; XHptiil LRG X5 @5 KT 1A — &
RIS o

DL FE AR AE — AR B LU B, GLP-1 K H AU 80 il 15 A 0 [R50, (E A5 Bl ml i e e )
TS AL, o AVC B A Rt E A -

3.3. BREMBERIFRK-1 (GLP-1) SHERE M

FEACHM LRI . BERR MR ISR ARE [ e e, L 2 AR R 7= A = BRI 1 (adenosine triphos-
phate, ATP) LAFR (it e & SCRF, I AR5 110G U LRI [38]. IR T2 /K 701, A Z MY D6,
BN A RE S . AU LA R . S SRS MR SE . BARBIIEIR, 0 g e =2 O I8 R
T P L A I R 2 L S R AE i SRR AS R AR AR AR AL . IR AR AS I 2 5 P AR AT VRSO A7 9K [39] - i
0 B () SR A R 0 v =R IR A IR R ML BIWLIR iz i LA H i = ) o] PR AR A 26 DL &%
R R I 2R A IR K iE Fi[40] o BB FEALREYI BT, ReE M NS itpe it IR & HAREE, —MK
TEABTE S N4 HEAR 5 RE W AR E AR A= B yE B h B S0 A 3 X, 1 GLP-1 6 — 3 3545
TR, PAUNRATREE G I k& S A T IR 5T R AE A5 356

17—/ RSB R A i [41], GLP-1RA/tesaglitazar (tesaglitazar J2 id S04 i (A 4 T W) S0 5244 o Al
y (peroxisome proliferator-activated receptors alpha and gamma, PPARa/y) XU B 7)) B8 2% B8 AR K- 325
TIRS R BURNE, PRSI = BRI, B SR R . JF BAE SR R A TR
iE VRRE ) GLP-1RA/tesaglitazar [FIFEEA FIAMER] . AT AHSCSEH AEAHSCSCHR T U W] GLP-1RA i
PP GLP-1 3244, LU & HE A1 J7 XS n g 5 2R 40, U0 JBR v TR ORI, AT e i oA S 3 ) o
PEAAE[42]. TR A T IR GLP-1 nl{EdE N i 2RI B p-484k, P51t GLP-1R
RN R N, A RO Z BRI GLP-1R 15 5 MGE & GBI A MRS, mRer4Edan
Jitd 4 K [X] -1 (fibroblast growth factor, FGF) 21 & ¥ 1 Ji7 48 M 5 7 14 Vi fit FGF21 955 1 GLP-1R /) bl % %]
PEFACHT, BI040 MRE 5 GLP-1R i RRHG 5 1 o # &1 0 K nT IV, B FEUER] 7 GLP-1R 5538
P80 TR Y R A B R R AR e BEVE RN D R R A TR, N i BRI 4Bk = GLP-1R {55 148
FEIRELRARTIRE, SRR, FEE FGF2L A=, M ciost: KR4 & E & hEfadss, 14
SRICIZTE H[43]

G54 DA B R R ATHI TR LRI 7 i B AR BRAE A, RATABE TN GLP-1 KRB Axt
THENRACH A — (e EH, R 2 TR JC I 2.

3.4. BREMPERERK-1 (GLP-1)SHEER

“WEWRE” KB T N EE A SRR, HACE = nr 5 BhiE 3 58 s M AE BRI B .
FREEERIE, B piE R R 3 & 2 (3L . Eckburg 25 NitE—B 04 T Wi R L K4 [44], WA
JATE AP REVE SRR BIR BERL SRR R ERL R ER OE BRI S w R
Hor KR =2 REAE, 2575 N2 RhoiEe, wiovfa ERIMCE IR, S5y,
TH IR SRR, 4 i BT B ) 5 B A4 A0 IR 6 RSP [45] . AR, BEEREIR G BB EN 2, T
GLP-1 5 18 T # I AH SS90 B 3 £

2018 A1) — TR 75 [46]42 21| 2 BUKE PRI AT 5 A& BT T8 Tl A P 2 e AN S5 K (R AN P47 o B T3 — B,
JE R BREERLR L A F A5 I R AL T BN & IR 1Y) Kazak MAT) FMT (FMT from Kazak individuals
with normal glucose tolerance, FMT-KNGT)# B FEAT T 268 i A= ¥ B # 4 (faecal microbiota transplanta-
tion, FMT) /N ESEAY,  SEB6 45 RAR7R FMT-KNGT BESS S5 ME AR AU I rT Be L 2 —, w2 id i 5 hn
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TERERER Z RN, S2a /N BRI AN [ B E AR, = AR 40 85 T 17 B2 (Short-chain fatty acid, SCFA)
FI B AT T ReR i, SEUNRZEE T SCFA SE N, XM hnnl A% GPR43/GLP-1 i&4%, N
GLP-1 fE45 7 B 2RIA, 148 T 1 75 % 26 B RIS o AR 25 8L [46] . BEi1e b FMT-KNGT 7] DL i i 48 11 37
7= SCFAS ¥4 B 2H A0S GPRA3 (G & H BBk 3244 43 (G protein-coupled receptor 43, GPR43))/GLP-1 &
ERECER L. BRItz s, DB 5 — Mt fiders, FHENR TR (short chain fatty acids,
SCFAs)H it 22 24 J7 i 1k B (A i (mitogen-activated protein kinase, MAPK)if 15 5 GLP-1 23, #E i1
i T T R SO X U i 5 2 BRI S [47 ] — 0% T GLP-1RA o} fiz 68 20 1 A5 14 PR 5 M AF 9% ) /) B S B F 7
ORI, LRG 2 I/N AR KT E & B, LRG 764 SRR ERANSE iz 2 b, Rl &k ml ik 55 5
BKEGEERNMIFRIE, LRG 25 2 H R 3 4i 16 &) i [48]

falIM & ., GLP-1 M HAUMA IR 1 I H W RVEH, BEm e R E 7. buE. vk
AU S e 55

35 BREMPERERL-1 (GLP-1)55 FEMZF

FELE, FATEEN G H AT S A S AVC AT AP0 4805, BDETSCH 5220 mi RNAL LR E .
BMP-2 5:[F. miRNA J&—H W E gD K LN 22 MEEFRR /N YRS 548 RNA 77, E
BRI R [F R Y AR T o . B R BRI AR i R R T B R R A [49]. MEE AR —F T ELA
30~50 kDa FfE R 1, G4 1AM /M B AR I 7 ANES B DR 1 AN R BE K 3, J& T+ GPCR KR [50]:
HAr A RIESS, SWMEBRMEL. oM, BAEWEBOCHIEY BRI, S5 LR
S8 — SR DI RE[51]. BMP-2 R E K1 B ME R A2 —, BAHSAR A 54 n
FSCAC A AN i A B 1) A A S BB BE T, AR U A AR, S MR A KK E R E
AR, AR E ER[52]. H AT S AW AR BMP-2 I i R 58 RN S Mk sk R Ak A FH 1S i BB A
B AEEEAL N P9 ThRERSRS AT 204k, 76 B WKESZH AT T bk B 40 o 235 42 3200 [X sk g JUL A 2T 4 4
eIV RS 2 L PO S A TR A X 30 R IE,  BAE B KR RS 2 B] PRI A B TR B T L i )
MAEEEA, BANE AT E S A . N 40 B AT A2 [53] [54] [55].

TENFRMR g 4B, GLP-1 W] ABUE AN 40 (5 5@ B [56]. GLP-1 3= BRI H IR LEE, T34
JiL P PR R R 7 (cyclic adenosine monophosphate, CAMP) /K F- Tt , Fifi J5 #0i% PKA (protein kinase A system,
PKA)RIA IR IR G A B, B A 5it 4 260 W M i 5% 25 70 Wb (glucose stimulated insulin secretion, GSIS)
[57]. AHFFLEFIH PCR W& # i 7 B RB /DNERA AR B 4 GLP-1 4524 24 /INEFIR &5 1Y) miRNA 7K
F, SERIERE GLP-1 SFEEAR g 4iiRp9/E A o] LUl miRNA #5R1A NS, GLP-1 EFMHIE S miR-132
M miR-212 HIFRIE, MM A B, GLP-1 FIEUE R F WA [58]. (E#F M —Lilid Fl miRNAs HIHT&
FOHIFL G INS-1 4Hfd, A58 miRNAs X5 = b e, 7EWFFCHT 250 4 miRNAs 1, miR-132 i
miR-212 7E INS-1 832/3 4Hf 4 GLP-1 B Lifl 7 2 5 LA b, BEISTEHTEE /> B KR /N BRI B
PR HITE GLP-1 R & A FE— IR EGAE T B3R 45 3R . GLP-1 %} miR-132 Al miR-212 1555 cAMP FI7=/E
FZE, miR-132 B¢ miR-212 (15 & 31k B S 18 5 1 40 A b 280 e R S KR, IR T X GLP-1 1)
JiR I 3R RN o A T B A 45180 GLP-1 I8 [k & B 40 B ) cAMP/PKA B 1% 38 il miRNAs 132 F1
212 [1)3235 ; miR-132 B miR-212 ()3 571k n DAY 58 5 25 B8 A1 GLP-1 I Jik &% 22 73 WA [58] . 55— T T,
WA TR ARG A (Bisphenol A, BPA) RT LU IR 25 B 11 H-40 5 o B ThRE 1Rk, g7 1 Ak /) B
(4 %) BPA (50 5 500 pg/kg/d)iayT 8 J& IR FIRAL, JEMEE 7 & # e, JR B TEAS I Th g LA
F miR-338 M F M 5 5 S, HZIFSL miR-338 A1 AR+ —F8 AT A 1 1, MIIESE BPA i
SRS R U IIRe R, B BPA @B G-E AP E 2/ 1 N 7 miR-338, T
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BPA RFElid ] GLP-1IR LT miR-338, Il BPA ¥ G- AR 2k 1/GLP-IR LN T
miR-338 {353k, IS 2145 ] PdxL AR 1 Bt 15 2 43 Wb (1 1 T [59]

MEBEAE 7 MNEEE, RIEHES 5 IR 5 48 I 5K . encephalopsin/tmt-opsin W55 Gq
B [ /melanopsin 5. Go (HEAMLEE F1E 5% neuropsin E K% peropsin 3V 5% A4 3 >t
AT (retinal photoisomerase) V.58, 5 7l 75 v = (140 2 0 B T ' S M IR I SR R £ LA FE AL I S GPCR
IR0 2, — 2 1) ] 308 T8 MESh A AR S A I B [50] o Yildirim 2 AW IS ) GLP-1R
Fk T I NE AN B ) Fak,  AELERE FRIE LI 4955 22 (diabetic retinopathy, DR A 9 i 41 2R Fh B 51K,
WEB GLP-1R 7K°F5 DR AR S DIF9E[60]. DIAEHRIE 23] GLP-1 RA FI LUE R M A 2R -
RINEARFEIZEAMNAY, WM BRI S i, RO 23 AR 4, MIm#Em DR
MM A B T RE, X SMEAGEDRABEER, BERKaFHIEIMAERE, 5T KREX
IE— B9 . 1R eMBSE NI SCIRZ R M, tHiBiA 2] GLP-1 RA JEI IS GLP-1R KRS #M i Ifi
B - BRI GLP-1R 3% ) ¢ AMP/PKA 5# ¢ AMP/Epac B £ Z N5 7 GLP-1 RA [ 23N,
GLP-1 RA 1)K H25 S i is 38yt ki ok JU L B2 3- 13 (phoosphatidylinositol-3-kinase,  PI3K)/Akt i i+ T
[61].

TR PIBK/IAKT 15 5186 PPARy 38 2% ££ A [ I 40 B A i 5 40 B iy S E AN oAk, FE 4R A=
g s B ER . 7R 78R T4 PPARy (13035 RERS 1558 Runx2 J& 21 IR 4L 8 A B0E bRid ok 52
e BMP-2 [I{EF, [FIiS PPARy #EJE A 5 3+ 1 4 8 E0E AR id IR IA 7E — & 264 N T i@ BMP-2 il
B e, W BMP-2 5 PPAR-y 5 S IBEK 2 AH H.AZ X, FL[E 740G [62], Wini ST ik GLP-1RA/
tesaglitazar J8 IS5 FEARIMBE . G505 RIBURTE, X /DU 3% Z [AFIE IR R R, TR
HI FHLHIE T3t — D IR T . B TS 181A GLP-1 W& R BikA 1 FHLHIA . Wnt/s-catenin {5
SIE#% . Hedgehog/Glil 15 5 i@ H . OPG/RANKL {5 5@ % [63]. T 4555 H 5] B AH 22 WA I 2 N\ i 4H
J (PSR JE AR FR) I S da AN [EAR B IR & IRVE T N RCE 4 24 /NiF, et orirfs i 4hie . (K
WEE GLP-1 nJ eI Wt (5 53852 5 Ui 40 Mo G A 450 72 =ik S GLP-1 #l] Wint {5 5 18 B AH ¢
FEPRIFRIA, ] e E i S Ath AR a3 3 A P P T B R [64]

M2, PAERTRSIERIAT O RCR, B B0 T GLP-1 AL mi RNA. #L&H . BMP-2
(15 5 A% Sl R B AEAE S XA .

4. BEEMERERL-1 (GLP-1)5ERBKIEIEIL(AVC)

GLP-1 @& >RIF T i sy i 26 B i —Fh & 30 MEUIERR IV ER, H il . —1 GLP-1 Z4A[65] K 45 H
PERT, BT LA I &% 25 9815 U AR e | 128 ) R B P [66], oA B 000 i 2 IR AT P MV E 671
AVC 2 — Rl WIS MR AT MO NE RIS, T2 BRI = Bl ko R4k, /7 SC O3] AVC 11l
RO S SRE I B AR AR . BRI S oy FLE 2%

— T3 it 4 P B 5 R 0% T AVC FR I [l PRI AL, et G 2 S0 2 4 B LA R A 1 32 3 ik
L SRR 5 1) E B2 A1) GLP-1 3KFE, #4722 R &AM R, GLP-1 /K5 AVC X
STAH G . FEARAR GLP-1 LAF & A A fi i) 77 Xt dt AVC, B Nl 7 RUNX2, MSX2, BMP2 fil BMP4
(3%, (0 _Eif 7 SOX9 K IA[68] 55— 26T FH GLP-1 358/ B J5 A HI0E B 1) 5 248 B 26 40 43 1 24 9 [69],
{5 FH GLP-1 338N BRUEAC IS ) R 40 B, &5 SR 7R GLP-1 BEf% L i SOX9 1Kk, #2278 GLP-1 nAgilit
SOX9 =AML . &G BEAE T 50 S om 2 30 ik e I /) J5 240 it %21k SOX9 Rl A5 it FE, 1
Notch JB BT SOX9 ik & i 12 1 FH

SRR, GLP-1 K H BN A F 83 R: e T AVC FERE, X Rk EA Ry ER . X
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SSTIF S B SRt — R T 7RI PR TR TR A SE%% R GLP-1 2 H2el T- 71 AVC R .
5. REERE

MRYGEES E KA 2019 £ (A AT EEE) [70], 2020 4425k 60 % DL ER A DKL S 10512, &
SON% 13.5%; FRE BT ™8, 2020 4 60 % DL I N2 2.6 12 A 20 AGFE B I RF SR,
AVC BEMBEIZFEZ, KKK T Z2HF BB AT E . OXVALVE AFEBAZIHE 7T TMI[71] 2056 4F
AAEDEE, A R B RV O (1 2 A N2t 3 m— A5 LA b, L 1.5 K AE K 330 T
WATIR S SR, B PE BB BIRTE > 65 % ABFH (5 26%, 75~84 % AHEH 15 35%, >85 % =11k 50% [72] .
AL AVC B4R — DA T ZARRIIGIR R, Mix RS T, ERRmIHERE.

GLP-1 Je HR H AT 32 B T I RS R« BERESE A S BOR IGYT, ATERXT AVC iR )T Bl
FeVE. AL AVC RAENGEIDN IR A, iR T GLP-1 M HRMMWE R A K it FEh RV N . 451
R BERRARIT . i B R EL A S T T AE R, AT GLP-1 K& HBUIXT AVC A B 1)
EZAER, TELEMIGIRIZIT d R e B % IE RIS TIHIT, WEARERARSR. HERINERN
5&, GLP-1 RISl N FER, XX+ AVC Mk RAREER, 76 GLP-1 &I py
MIEPR R, ROZ S I Z AR bR, (HBARTEARIE 75 22K & 1 PRAS B 2% S8 K S YRR S50 s R iE,,
KT BEIRA) R 223 AR R i — R T .
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