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[BZE] BW: 24 FNMARS 2B LK1 248307 (glucagon peptide-1 receptor agonists, GLP-1RA) &5 % &
9P 3B 22 A AR I 2R A, F7iE: f& Cochrane libary, PubMed, Embase, B A4 E 5435 &, P B 5 KM% 45|
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Systematic review and Meta-analysis of the efficacy and safety of glucagon like peptide-1 receptor agonists
on polycystic ovary syndrome

YANG Chao,HU Ying-ru,XIONG Jia-yao, LI Zhi-yong"
( Department of Endocrinology , Yongchuan Hospital of Chongqging Medical University , Chongging 402160 , China)

[ Abstract] Objective: To systematically evaluate the efficacy and safety of human glucagon peptide-1 receptor agonists ( GLP-1RA) in the
treatment of polycystic ovary syndrome. Methods: Comprehensive and systematic retrieval was conducted in Cochrane libary, PubMed, Embase,
CBM, CNKI, CSTJ database (from inception to May, 2018) and eligible randomized controlled trials (RCT) were screened. The trials were evalu-
ated for the quality and selected, and meta analysis was conducted by using Revman 5.3 software. Results: Five RCT were included, involving 202
patients. The meta-analysis showed that compared with the control group, GLP-1RA could significantly improved the body mass index (MD = -1.8,
95%CI; -2.01~-1.73, P<0.00001), waist circumference (MD = -1.57, 95%CI: -1.75~ -1.39, P <0.00001), homeostasis model as-
sessment of insulin resistance (MD = -0.65, 95%CI; -0.71 ~ -0.58, P <0.000 01) and androstenedione (MD = -1.1, 95%CI; -1.57 ~
-0.63, P=0.007), but the risk of nausea (RR=1.54, 95%CI. 1.09 ~2.71, P =0.02) also increased. Conclusion: Glucagon like peptide-1
receptor agonists can significantly improve weight, insulin resistance and androgen secretion in obese patients with polycystic ovary syndrome, but it
may increase the risk of gastrointestinal adverse reaction-nausea. In view of the small sample size and quality of the literature included in this study,
specialized large-scale clinical trials are still needed to verify.

[ Key words] glucagon peptide-1 receptor agonists; liraglutide; exenatide; polycystic ovary syndrome
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Z PPN B 225 1FE (polycystic ovary syndrome,
PCOS) & —Flf i UL 1) 5 Wil & 8 39 2 1P A i fk e
YN IR, DA MEVOR ILAE TS HEBR AN 2 |
REEGAEy F 2RI, WA TR BE R
it (insulin resistance, IR) . S EIMUAE . &0
JE . iR E . B 8K (impaired glucose tol-
erance, IGT) ZEARAE'" . YRR, O b A 2
ZIPLLE PCOS B F 1 0r 1l 5 30% ~75% F11 50%
~80% . L@ i Z A LEHL ] 5 PCOS AHEK &,
IR IR 2 28 HIR T . T 1R D M R N e Y 3R 3 W
BARAE B RE o S AR R R i LA
A0 PCOS PRI SLIIRE . U F B s S ok
GRTT . TR IR B TAYT PCOS i G
SR, I A 1 25 9 B T ARG 7 AR A 2 il — 28 ™
AYRIVE T o T8 e A 3= 4 ik-1 - ( glucagon-like pep-
tide-1, GLP-1) J2—FMlzfe xR, FE/EMT
MR . EmiE K Op 4 41, I GLP-1RA A% F
GLP-1 5 4F 3 A2 3697 F s 29 e JiE ™ o 3098
TR A3 2ok 2 5 e B R HR T M WA . 4 2R RE
T BEARAREE . T N e ML, S e OF 51T RE
1M SEBXE PCOS 1Y Tt 5 (BIRYT G L& T A B
NGB MXek . RIS ) W)z ks, ik
ok, T TR £ KT GLP-1RA i J7 PCOS (1l
PRIRIG M, {EL T G 78 AL BRI S 2 R .
AT GLP-1RA JR 97 PCOS 1A R I 42 4 1 i
TR GEVEN TN Meta 2387, iyl R P 3 S BHF £ 1L
2% FRYE

1 #ZREFE
L1 G

F A 3+ 2 ML K 2 Cochrane libary, PubMed
Embase 45 2 . b (5 2B W) B2 % 8045 2 (CBM) |
o 2 R 6 2 309 1 9 2% %8 (CNKIT) | scRb4
AT (CSTY) i . A6 3R i BR 28 8 2 2 T fh
BZE 201845 A, Wk ®inl: GLP-1 KUY/ %
s Rl SCERIK . FIBLE k. ZHRIRLS
fiE . BEHLXS B s S XA &) : GLP-1 | liraglu-
tide, exenatide, polycystic ovary syndrome, random-
ized control trail .
1.2 ¥
L2.1 AR OfF5E2E 8. GLP-IRA J/ 77
PCOS 7 B HL %t B8 3L % ( randomized control trail ,

RCT) ; @WIFEXT4: Rotterdam FrUEIZWTY PCOS JIEfE
[fRJF 5% (body mass index, BMI) =25 kg + m "]
B, RSO EBES R A; @ T HigiE: {5d
SBFEMH] GLP-IRA, X BRZH 8 (1 HT AR ST 259
s R @RTSE ] > 12 JH; @2 S35 e
BMI. JEM (waist circumference, WC) . JiE S &Ik
P[RS RIMHUAE S BB IEAN (homeostasis model
assessment of insulin resistance, HOMA-IR) |. I fig
[H M =M (uiglycerides, TG), ik % &g H &
(low density lipoprotein, LDL) |, 2 [\ —
il (androstenedione, AND) ] . i K4 5KE A
(sex hormone binding globulin, SHBG) K A& R % M
B Xk Kz B LA IR ) o
1.2.2 fErpr#E OFE RCT; @%iik. &l
MR, QXA SRS EL LK, @
SCHRTE S MAE R3S OFRIERE PCOS B N RFSE
X% @G B bRER . IEAE AT 1 8 E
Clinical trials 3 b € 58 BUH i AR K AT TR 45 R
5.
L3 SUwk &I R RH4R 3K

XA AR HE SR 07 8 £ ALl /Y 2 44 AF 5 A it
17, E Sk H I HEER A AR S CE ;. SR5 Y
PN, T U R, SRIBUN A AR
MRS . RREN . WFFERE . 2 RIE . BMI,
TR . A2 IR A AL AR
FRiEE . FeA TP Jadad 3843 B %60 4 ABIF 9% 14 S0
BRUEAT 5 dsp RN 24 2 A5 A 57 58 A
JIT IR U R AN —BmE, W AZE 3 44 3[R B RS
RIE
L4 Fitatr
K] Revman 5. 3 B4 #E4T Meta 7347, &5
ZERZ M 2 5ok A X A Ie A F R AT S
Sbt. M P=0.1, P <50% , FRBFIEEILLH#
SRPE, SRAE GO ERL; Rz, WEEPEREPLRL
NEEHY o AR B A5 FCR AT fE B B (RR)
VERRL B, ESR R RCR Y5 (MD) fE
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SCOCHR . 14 RS IE PRI AN 12 G SCoCiik, b 2. 1.2 QUACSCERAVIEA G B OIS e AR
1%@9*%%% HEBRASAE G SCRR 98 B, #IomJE 3K JE9IA S F RCT (Hirb 2 oy = iksm) , Had
5316 F SCHR . JE AT XTI 16 SCEk A T4 S0 , 202 B . BAHFCIEARGE WL 1, AN S I

RZARIFFT B NAHEBRAR ME R SCHR S i

5% Jadad $E434R >3 43, Jrikef i iAl WA 2,

&R 1 GLP-1RA YT PCOS Tyl M B I N A SCHRIEAF B

R W5z i B e AR BMI
i et o T (F- L 4D IR D (%) (ko)
Jensterle!™' (2015) RCT  FIFiE L vs. —HBUIR 32(14/14) FlFr Rk 1.2 mg qd 12 27.6+7.2  39.5%6.2
ZHXUIR 1000 mg bid
Nylander'™ (2017) RCT  FIPre ik vs. 2B 72(44/21) FlFiEfk 1.8 mg qd 26 29.9 6.1 33.3+4.9
L) 1.8 mg qd
Jensterle ™ (2017) RCT  FIhrefk + —FF 30K 30(14/14) FlFr ek 1.2 mg qd + 12 33.1z6.1 38.3+5.4
vs. FIFLE AL ZHXUIK 1000 mg bid
FIHE K 1.8 mg qd
Elkind-Hirsch!" RCT L ZEARRE vs. —FHBUIR 60(14/14/14) W AR 10 pg bid 24 29.3x1.1 40.8x1.6
(2008) vs. YFEARIK + —H XK ZHIBUIK 1000 mg bid
IEARAK 10 ug bid +
ZHISUIK 1000 mg bid
Jensterle Sever!'” RCT  HBUIK vs. 4 Bk 40(14/11/11) —HIZUAK 1000 mg bid 12 31.3%7.1  37.1%4.6
(2014) vs. FIRHERE + —H XK FlHre ik 1.2 mg qd
FIRLERL 1.2 mg qd +
XK 1000 mg bid
#2 GLP-IRA AT PCOS SISO BAAEISCORE A IETE WO P [ 5 2000 R0 B 7 40 00 43 7 45 5 01

dAWENL W ., ERIRIKE BMI: GLP-IRA A3 B AT 2 25 FEAIX PCOS S
G R e TR ogws e 0 BMI (MD= -1.8, 95%CI. -2.01 ~ —-1.73, P<
23 = RWE WE o =6 0.000 01, & 1), WC: GLP-IRA FH%F X} R4 ml i

24 K WUE p 7 3 PCOS % WC (MD = -1.57, 95%CI; -1.75~

25 & kWH WE e 26 -1.39, P <0.000 01, & 2). JiE 5 4P EM
26 B kMg W 2 26 (HOMA-IR) : GLP-1RA *ﬁiﬁﬂﬁﬁﬁﬁéﬂ_fajz% PCOS

27 B kM W it 26 BHERE RHLHT (MD = -0.65, 95%CI: -0.71 ~
-0.58, P<0.000 01, & 3), AND: GLP-1RA %

2.2 Meta A 455K X B ] i BRI PCOS JR & AND JKF (MD =

AR Meta SAHTIRIRHERIIE P=0.1, T <30%,

-1.1, 95%CI. -1.57~ -0.63, P=0.007, K4),

E1

GLP-1RA Control Mean Difference Mean Difference
Study or Subgroup Mean SD Total Mean SD Total Weight [V, Fixed, 95% CI IV, Fixed, 95% CI
Karen 2008{E VS C) -1 1.4 14 17 14 14 1.9% 070034, 1.74] N
Karen 2008(E VS M) -1 1.4 14 11 1.4 14 1.9% -210[3.14,-1.08] -
Majia 2014(L VS C) 1.3 1.3 14 24 1 11 2.2% -370[4.67,-2.73] e
Majia 201 4{L VS M) 1.3 1.3 11 -05 05 14 31% -0.80[1.61,0.01] —
Malin 2017 -1.9 0.3 44 01 03 21 85.2% -2.00[2.16,-1.84] Ul
Mojia 2015 110158 14 -089 08 14  26% -0.20[-1.09, 0.69] ——
Majia 2017 22 13 14  -1.3 04 14 3.0% -090[-1.73,-007] I
Total (95% CI) 122 102 100.0% -1.87 [-2.01,-1.73] ]
Heterogeneity; Chi*= 65.60, df= 6 (P = 0.00001); F= 91% 4 2 : 2 4

Testfor overall effect: Z= 25 46 (P = 0.00001)

GLP-1RA 457 PCOS 5% BMI A5kt Meta /347
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GLP-1RA Control
Study or Subarou Mean SD Total
Karen 2008(EVSM)  -0.8 0.2 14 05 0.3
Majia 201 4(L ¥S M) 32 28 11 -16 29
Malin 2017 41 11 44 11 15
Maijia 2015 44 06 14 -26 1.3
Maijia 2017 41 34 14 -22 02
Total (95% CI) 97

Mean SD Total Weight

Mean Difference
IV, Fixed, 95% CI

Mean Difference
IV, Fixed, 95% CI

14 BE9%
14 0DE%
21 6.0%
14 55%
14 1.0%
77 100.0%

-1.30 [1.49,-1.11]
-1.60 [-3.89, 0.69)
-5.20 [-5.92, -4.48]
-1.80 [-2.55,-1.05]
-1.90 [-3.68,-0.12]

.57 [1.75, -1.39]

|

¢

Heterageneity: Chi*= 10621, df= 4 (P = 0.00001}); I*= 96%
Testfor overall effect: Z=17 46 (P = 0.00001)

B2 GLP-IRA By PCOS A IR L L (E R Meta 7347

4 2 0 2 4
Favours [experimental] Favours [control]

GLP-1RA Control Mean Difference Mean Difference
Study or Subgrou; Mean SD Total Mean SD Total Weight IV, Fixed, 95% CI IV, Fixed, 95% CI
Karen 2008(E VS8 C) -1.8 012 14 -08 017 14 347% -1.00[1.11,-0.89] a
Karen 2008(E Y¥S M) -1.8 012 14 -0.3 025 14 195% -1.50[-1.65,-1.359] -
Majia 2014(L VS M) 03 08 1 13 08 14 1.3% -1.00[1.57,-043] -
Malin 2017 -0.27 015 44 -028 02 21 444%  0.01[0.08,011)] N
Mojia 2017 -017 23 14 -21 39 14 0.1% 1.93[-0.44,4.30] =
Total (95% CI) 97 77 100.0% -0.65[-0.71,-0.58] |
Heterogeneity: Chi*= 357.43, df = 4 (P = 0.00001}; F= 99% t f f f

Test for overall effect Z=19.75 (P = 0.00001)

B3 GLP-IRA j45F PCOS % HOMA-IR Z5{L{H Y Meta 4347

GLP-1RA Control
Study or Subgrou Mean SD Total Mean SD Total Weight

Mean Difference
IV, Fixed, 95% CI

-4 -2 0 2 4
Favours [experimental] Favours [control]

Mean Difference
IV, Fixed, 95% CI

Majia 2014{LVS C) -1.9 4.2 11 -22 37 1 20% 0.30[-3.01, 3.61]
Majia 2014{L VS M) -1.8 4.2 11 08 1.7 14 3.2% -2.70[-5.34,-0.08]
Malin 2017 -0.69 0.8 44 076 11 21 T79.7% -1.45[1.98-092]
Mojia 2015 -18 23 14 -27 08 11 13.2% 080048 2.049] i a
Mojia 2017 -06 27 14 -2 B 14 19% 1.40[2.05 485 ]
Total (95% CI) 94 71 100.0% -1.10 [-1.57,-0.63] L 2
Heterogeneity: Chi*= 14.10, df = 4 (P = 0.007); *= 72% 5 .
Testfor overall effect Z=4.60 (F < 0.00001) Favours [experimental] Favours [control]
B4 GLP-1RA J4J7 PCOS g% AND A5k (1) Meta SM47
GLP-1RA Control Mean Difference Mean Difference
Study or Subgroup Mean _SD Total Mean SD Total Weight IV, Fixed, 95% CI IV, Fixed, 95% CI
Karen 2008(E ¥S C) 23 1.5 14 111 845 14 20% -8.80[13.32,-428) ¥
Karen 2008(E 5 M) 23 15 14 02 0.3 14 B37% 2.10[1.30, 2.90] -
Majia 2014{L VS C) 5 6.8 1 35 47 11 1.7% 1.50 [3.38, 6.38]
Majia 2014(L V5 M) 5 68 11 4 3 14 22% 1.00 [[3.31, 8.31]
Malin 2017 74 41 44 2 22 21 17.4% 5.40[3.87,6.93] -
Mojia 2015 13 14 14 22 31 14 12.9% -0.90 [-2.68, 0.89] S
Mojia 2017 7.3 142 14 1895 714 14 0.0% -12.20[-50.33, 25.93] + *
Total (95% CI) 122 102 100.0% 2.03 [1.39, 2.67] <
Heteroneneity: Chi®= 51.80, df= 6 (P < 0.00001); I*= 88% t t t t

Test for overall effect: Z= 6.21 (P < 0.00001)
B 5 GLP-1RA jA¥7 PCOS {3 SHBG AE{LAA ) Meta 4347

SHBG: GLP-1RA F# T X} B4 A fERk % PCOS i
SHBG (MD =2.03, 95% CI: 1.39 ~2.64, P <
0.000 01, [#5), MAEFLHT: GLP-1RA FHE T X} -
% PCOS % TG AHE. (MD = -0.09, 95%CI.
~0.15~ -0.04, P=0.0005, [&6), ffi%f LDL 3%
Bk (MD =0.02, 95%CI. -0.03 ~0.06,
P=0.44, P =17%, 7)., BIHiE AR N:

-4 -2 a 2 4
Favours [experimental] Favours [control]

GLP-1RA AHA 5% HEZH ] S 38 0 i O 1) & A XU
(RR=1.54, 95% CI. 1.09 ~2.71, P =0.02, K
8); [FEF, MG EANKWEET &, HIX%IT
22 Y (RR =0.89, 95% Cl. 0.52 ~1.54, P =
0.69, K9), MG AE: GLP-1RA FH%F X HE 41 ik
MBS & A= B 3 m E 42 it L (RR =2.10,
95%CI. 0.77~5.73, P=0.15, ' =4%, [ 10),
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GLP-1RA Control Mean Difference Mean Difference
Study or Subagrou: Mean SD Total Mean SD Total Weight V. Fixed. 95% ClI IV, Fixed. 95% CI
Majia 2014({L V5 C) -013 14 11 0 02 1 06% -013[0.79,053]
Majia 2014(L VS M) -013 141 11 -0.3 05 14 06% 017053 087]
Malin 2017 -0.22 01 44 -011 012 21 80%9% -0.11[}0.17,-0.09]
Mojia 2015 -0.2 013 14 -01 0.23 14 148% -010[}0.24,0.04]
Mojia 2017 01 04 14 -02 04 13 31% 0.30[0.00,0.60]
Total (95% CI) 94 73 100.0% -0.09 [-0.15,-0.04] |
Heterogeneity: Chi*= 7.38, df= 4 (P = 0.12); F= 46% i4 52 ) 5 i
Testfor overall effect Z= 3.47 (P = 0.000%) Favours [experimental] Favours [control]
B 6 GLP-1RA J&J7 PCOS ## TG Z5{L{E A Meta /3 H
GLP-1RA Control Mean Difference Mean Difference
Study or Subgroup  Mean  SD Total Mean SD Total Weight IV, Fixed, 95% Cl IV, Fixed, 95% CI
Majia 2014(L VS C) -01 06 14 -02 04 11 11% 0.10[-0.33, 053]
Majia 2014(L VS M) -01 06 14 0 05 14 1.0% -0.10[0.54, 0.34]
Malin 2017 014 0.09 44 013 0.09 21 91.4% 0.01 [-0.04, 0.06]
Mojia 2015 -03 04 14 -03 02 14 3.6% 0.00[}0.23 0.23]
Mojia 2017 0 03 14 -03 04 13 28% 0.30[0.03 057
Total (95% CI) 94 73 100.0% 0.02[-0.03, 0.06]
Heterogeneity: Chi*= 4.80, df= 4 (P = 0.31); F=17% L
Testioroverallefiect 2=1.7F (P=10.44) Favours [experimental] Favours [control]
&7 GLP-1RA ji¥7 PCOS 4 LDL ZEMLAE Y Meta 53-#7
GLP-1RA Control Risk Ratio Risk Ratio
Study or Subgroup Events Total Events Total Weight M-H. Fixed, 95% Cl M-H, Fixed, 95% Cl
Karen 2008(E S C) 3 20 ] 20 243% 0.33[011,1.05] Sl
Karen 2008(E S M) 3 20 4 20 10.8% 0.751[019,2.93] —
Majia 2014{L VS C) B i G 11 16.2% 1.00[0.47,2.14]
Majia 2014{L VS M) B 1 1 14 24% T.E4[1.07, 54.44]
Malin 2017 34 44 4 21 14.6% 4,06 [1.66, 9.94] -
Mojia 20148 g 14 G 15 15.6% 1.43 [0.66, 3.08] O o
Mojia 2017 8 14 6 14 162% 1.33[0.63, 2.84] —1% =
Total (95% CI) 134 115 100.0%  1.54[1.09, 2.17] L g
Total events 6a 36
T - Favours [experimental] Favours [control]
B8 GLP-1RA J4J7 PCOS £ #E) % H  ) Meta 2387
GLP-1RA Control Risk Ratio Risk Ratio
Study or Subgroup Events Total Events Total Weight M-H, Fixed, 95% CI M-H, Fixeld. 95% Cl
Karen 2008(EVS C) 1 20 2 200 11.8% 0.50 [0.05, 5.08]
Majia 2014(L VS C) B 11 B 11 355% 1.00[0.47, 2.14]
Mojia 2015 3 14 3 15 171%  1.07[0.26, 4.45] e
Majia 2017 5 14 B 14 355% 0.83[0.33, 2.11] —
otal g ! 52, 1.
Total (95% CI) 59 60 100.0%  0.89 [0.52,1.54] -
Total events 15 17
?et?;ogenewl:l C;I Tgiﬂo 35=P3£F‘D=53.94); =0% IIJ.D‘I Df1 3 1'[1 1DI]'
estfor overall effect: = 0.40 (F = 0.69) Favours [experimental] Fawvours [control]
9 GLP-1RA JBY¥7 PCOS i35 JETE K HEH 1) Meta 34T
GLP-1RA Control Risk Ratio Risk Ratio
Study or Subgroup  Events Total Events Total Weight M-H. Fixed, 95% Cl M-H, Fixed, 95% CI
Majia 2014(L VS C) 21 311 61.5%  0.67[0.14,3.24] —
Majia 2014(L WS M) 211 1 14 18.0% 2.55[0.26, 24.56]
Mojia 2015 4 14 0 14 10.2% 9.00[0.53,152.93] g
Mojia 2017 1 14 0 14 10.2% 3.00([013,67.91]
Total (95% CI) 50 53 100.0%  2.10[0.77,5.73] ——
Total events ] 4
ity iR - - - R - : : : :
Heterageneity: Chi*= 311, di=3{(F=037), F= 4% 001 09 10 100

Testfor overall effect. Z=1.45(F=0.15)

B 10 GLP-1RA Ji)T PCOS AR MUBE & 4 [ Meta Z)H7
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Favours [experimental] Favours [control]



Wi, A R MR AR S2ARBElNG T 29 00 LR AT R A R Meta 23 Hr

3 itig

ZRINRLEA LR R BN R 4%, RAMLH
KA. BHREAMIERE, BESRHPT. ®BS Rl
JES 5T PCOS R4 &, M &R MUAE 5 8 5
Rt —F BRI, WIS, Bl k& PCOS
RROIRA N L T 5% AR s T R
3 PCOS S M R 45 R (A=) "
AESe— BB 55 " ] GLP-1RA X HEJiE PCOS ¥
R BRI, L AR XN WAL A R
UFIIRCEAE T o ABFSTEE X GLP-1RA /Y7 PCOS J7
B E AT, Meta 3 A7 47 2407 1HIT 25 1 i
7k: GLP-1RA %fF PCOS #3445 (BMI, WC,
IR, AND, TG) MR T XA, {HX}F SH-
BG. LDL TLH/E/; etk as R e n: H
GLP-1RA Y7 41 K Az 0o 19 JRURSE 8 25 v T %) B4
AUk A G TS T A I XU 5 %8 B2 AH b G B
Z5to

HEJHE S 22 48 O S 25 A AE L P 1 B AE 2 —,
[ 2 5 PCOS Ryt #2 . 7ENEfE PCOS 3%
HESE, BRIV ZH 2 T e 4 0 5 1 0 2R A2 A% B a2
WY W AT R IR ORI AE, PR
EHRENY . AUIRSE R ST A R — 5,
GLP-1RA A% F % B2 n] B 2 2ie 3% BMI Je WC, X
T T A B WL

PCOS F A8 2 P78 A IR F2 3 1 e & 41k L,
X5 Z R EAE AL A SCIBE o JIE e A s A B R
SRR AL A R B B B, R R
DS Xof S JHE AR v MV R 0 I A — i R B A B AR
F . GLP-1RA AJ3# 3 3% b PI3K/ Akt 3 % T & 5
il ATGL 2 13535, 25 3T3-L1 gl 4 g 5
PR, /U0 B R T R A R, DA T e 58 J ) R K
Pio AWFFELER R . GLP-1RA A[ {25 PCOS ¥
AR IR 5 AR, RIS R

60% ~80% ] PCOS Tt 3 17 75 /& HE W & 47 Wb,
Al PRI 2 A A, PR E R L PR A
FETIRE . BEARHERZE AT AT ek PCOS 1l RAEAR
FELWT PCOS fy 3 AE JL F2 . B TN AAS IR BF A1)
ZH RCT X RSEF Gt BB Si B L, SeRAA
G247 X AND 1 SHBG 4T Meta 434, 455
7R : GLP-1RA A% T % B 4L nl i 03 AND, fij
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