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[(fHE] HE ®ITLERCH2 BMHEERK(T2DM) &5 s emp sk BF 21(FGF2D) K+ 5 # o &
HEEME SR, FiE ®IR2017F 8 A% 2020 %2 AER A5 A ER 4R E XM T2DM &% 378 4],
AR IE 7 FGF21 K F o A4k FGF21 41(<<298 ng/mL) . ¥ FGF21 28(298~419 ng/mlL)#= & FGF21 28 (>419
ng/mL), 440 126 #], o # 3 4 B & & FGF21 K-F 54k £ 35 % (BMID), T2DM % 42, #5 1L o 41 & &
(HbAlc) . Z Bt (TG) . Z M ik C AR (FCP) |k i#F & @ WLEF I 1A (UACR) Mk B & #4048 # (HOMA-IR) |
C R E%EG(CRP) .5 % EIKE G E B (HDL-C) B3k iE i R4 14 (eGFR) , VA R ¥E k% B 9% (DN) | 4 Ak
JRAL M B R T (DR) 89 48 &, T f2 3% FGF21 K+ 35 DN #= DR ¢4 4 bithfd, &R k. P .& FGF21 4 &
# BMI.T2DM 5% 42 .HbAlc.TG.FCP,UACR,.HOMA-IR.CRP &K, A % DN ## DR % & F 4R K 3 A/, HDL-
C KFH eGFRAR K T, £ F 3 A %t % & L (P<<0.05), FGF21 K& -5 BMI, T2DM %42, HbAlc. TG,
FCP &% . UACR,HOMA-IR,CRP K F3 £ E48 % (P<{0.05),%5 HDL-C.eGFR ¥ 2 i 48 %, £ % ¥ A %t
F &L (P<0.05), M FGF21 K34, DN oA DR SR EHFWFAMK, ZFHARTFELP
0.05), T2DM s #2 .HbAlc,TG.UACR.FGF21 ¥ £ %% DN #= DR & £ 4) % % £ % B %, HDL-C 1] ;2 DN
Fo DR X A 69424 B £ (P<<0.05), fik FGF21 K-F#4 W DN # DR #¥9 %X % THHEW X T @R 4
0.883.0.899, % & & A » % 4 456. 51.450. 00 ng/mL, 4 B 5 3 4 83. 1%.84. 1%, F F 45 3 A
95.3%.95.2%, it DN #= DR &% @ iF FGF21 K-F¥HH &, iF FGF21 K F % DN f2 DR #9 1k 5 & 4 B
F.TIRAL T AW A Rt &, THAREG A D F T BB,
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Correlation between fibroblast growth factor 21 level and microvascular

complications in overweight or obese patients with type 2 diabetes mellitus”

LI Jian,YU Lan,ZHOU Yu ,YIN Xiaohua sWANG Yanli ,ZHONG Zhidan ,WU Jiali
(Department o f Endocrinology ,Zigong Municipal First People’ s Hospital ,
Zigong ,Sichuan 643000,China)

[Abstract] Objective To explore the relationship between the levels of fibroblast growth factor 21
(FGF21) and microvascular complications in obese or overweight patients with type 2 diabetes mellitus
(T2DM). Methods A total of 378 obese and overweight T2DM patients hospitalized in the endocrinology de-
partment of this hospital from August 2017 to February 2020 were selected and divided into the low FGF21
group(<C298 ng/ml) ,middle FGF21 group(<{298 ng/ml.) and high FGF21 group(>419 ng/ml.) according
to serum FGF21 level,126 cases in each group. The correlation between serum FGF21 level with BMI, T2DM
course, HbAlc, triglyceride (TG) ,fasting c-peptide(FCP) ,urinary albumin creatinine ratio (UACR) , HOMA-
insulin resistance (HOMA-IR) ,C reactive protein (CRP), HDL-C eGFR, diabetic nephropathy(DN) and dia-
betic retinopathy(DR) in the three groups was analyzed. The diagnostic value of serum FGF21 level to DN and
DR was predicted. Results In the patients with low, medium and high FGF21 levels, BMI, T2DM course,
HbAlc,TG,FCP, urinary albumin creatinine ratio (UACR), HOMA-insulin resistance (HOMA-IR), CRP,
and morbidity rate of DN and DR were increased in turn,the HDL-C and eGFR levels were decreased,and the
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differences were statistically significant (P<C0.05). The FGF21 level had significantly positive correlation
with BMI, T2DM course, HbAlc, TG,FCP,UACR, HOMA-IR and CRP levels(P<{0. 05) ,had negatively cor-
relation with HDL-C and eGFR, and the differences were statisticaly significant (P =0. 000). With the in-
crease of FGF21 level, the proportions of the patients with DN high stage and DR high grade were greater,and
the difference was statistically significant (P <C0. 05). The T2DM course, HbAlc, TG, UACR and FGF21 all
were the independent risk factors for the occurrence of DN and DR, while HDL-C was the protective factor for
the occurrence of DN and DR (P <C0. 05). The area under the ROC curve of serum FGF21 level for diagnosing
DN and DR was 0. 883 and 0. 899, respectively,and the optimal cut-off values were 456. 51 ng/mlL and 450. 00
ng/mL,the sensitivities were 83. 1% and 84. 1% respectively,and specificities were 95. 3% and 95. 2% respec-
tively. Conclusion Serum FGF21 level is increased in the patients with DN and DR. Serum FGF21 level is an
independent risk factor for DN and DR, which may be involved in the pathogenesis and progression of both,

and could serve as a potential biological diagnostic indicator.
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I A RE 1) 22 9 AL A 52 2%, B AT i ok o0 4 B B L A
RGBSR S RN ERIESFZHR
A, WA 4E 4 A K T 21 (fibroblast growth
factor21,FGF21) 2—Fp I3 A 7, FE R F
FENE. 5T KB, 2 BUBEJR % (type 2 diabetes mel-
litus, T2DM) #1175 FGF21 7K V- 5 0% R 0 1o il 45
A IE H AR et B A AF 5T A5 R [ 45
T2DM B E AR FE M LG 1405 0L, — FE AN
J& T2DM KR i B R &L AT 5¢ 0k BOE Jb Bl
& T2DM BEE R oE X 4, 81T FGF21 KF 5 1%
I I 2 i A AH S S B A R R PR s Bl 4 s A 1Y 12
A PRI PRAK I .
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1.1 — s

YEEL 2017 4E 8 A & 2020 4E 2 F AR N 40 W RHE
g B AL ik K B B T2DM fB & 378 ], 49 AR ifE. (1)
R R F o 8T 18 A% (O FF & b B i A = Al
JIES B S 9175 42 0 35 7 0 R 6 I8 BE K% 2 T b o
(A E 2 BURE R B 1A 95 76 (2020 4E /RO ) XF
T2DM Je H A8 M I & e 2 Wi ks 1 (4) 4l T2DM 1§,
A I — Tl Wl DR 95 1 M O & 5 (5) I PR D17 %% ) 52
B (6) 25 B AW IE AN R B 1 O B EC A& AR AF Y.
HEBRBRE - (13 A A P9 FH ek R Jo 35 22 400 ol 590 8 £z
TR 25 5 (2) Ab T R BCIR 2S5 (3) /A G E B
HIAE , DA S ™ H B B A (DR AW E S
THARIGIT s (5) AR L 3 A~ N H $0m W
HWIRYT s (6O TR 5 (7O AR PR W sl LI Lo v, Hoop
gl T2DM B 40 68 R 5 (DND 3 83 4,
T8 DR O8I IR A5 (DR FR 3 88 5] 0 Ik s J] A ot 22
WA (DPN) 3 97 #..0 3F H E #2090 748 (CAND
BE 70 65 212 6.4 166 B, RIEIME FGF21 K

obese;overweight;type 2 diabetes mellitus;fibroblast growth factor 21 ; microvascular com-

¥4y AR FGF21 4 (<298 ng/mL). it FGF21 4
(298~419 ng/mL) fl & FGF21 #H (>419 ng/mL),
B 126 Bl AR AR RSP 2 B AW

.
L2 Fk
L2.1 JEAhis

W R 3 4 B8 E PRSI AR IR K H 45 £ (body mass
index, BMD [l . T2DM i #2 , LA K W A | 2R 11 1% A0
SRR 3 4 WA (SBP) (& 5K (DBP) 4,
1.2.2 #¥itrf
1.2.2.1 JRMAREIFE

BMI=24 kg/m® N, =>28kg/m’ N AL, [F]
B 58 PR AR T 85 em Lo PEIE BB AR T 80 em,,
1.2.2.2 T2DM # Wir

B M RDE R AR BE AL I0OBE R T EAE T 11, 1
mmol/L 5% 75 & Il # (fasting plasma glucose,
FPG)=7.0 mmol/L 5 75 g $§ i fif J5 2 h M A% K F
BT 11. 1 mmol/L 5K 1k 1fl 2L % 19 (hemoglobin
Alc,HbAle)=6. 50, TCMLAIIE IR £ H A A BRI
1.2.2.3 DN # WA irk

(1) F5 22 % IR 3 & A WLEF & Curinary albumin
creatinine ratio, UACR) =30 mg/g. [a] B HE R H A 18
PEBFIEGE G . (2) 12 PR B JDE s 43 31 - B A A0 A DS
PR g i R Al 11 (H (estimated glomerular filtration
rate,eGFR) IE %, Bl eGFR=90 mL * min ' « (1. 73
m®) R 1 WICGD) s B ERL B eGFR B8 BT B
[60~<C90 mL * min '+ (1.73 m*) ' ]2F 2 HI(G2);
eGFR 5 J F % [45~<60 mL « min ' « (1. 73
m?) 'R 3a B (G3a);eGFR W E B R [ [ 30~ <45
mL ¢ min '+ (1.73 m*) ' 24 3b #{(G3b) ;eGFR &
BEPRRE[15~<30 mL » min '« (1.73m") ' h4
(G4 ;BB [eGFR<15 mL * min '« (1.73 m") '
s ZIENTIRIT 10 5 HI(GS).
1.2.2.4 DR ¥ ¥ifep B i7k
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R P M FIR PG R 485 RS 0 3] 6 3 ik g L 4 TR R
F A I L 30 26 (A RRL ot i A I T B sk B K ik P i
AR — I5UREAE P 95 8 B E Lo DR, DR 43 bR 1
(1 H BT A= 155 T 1, 400 o 6 i b o, s 3 358 44 AR il
PP — o 22 b AR Dy 3 AR I A R0 P 22 (prolifera-
tive diabetic retinopathy,PDR); (2) H # LI F 4L faf —
MNBUEE R PDR 3K B0y R JE 1 5 3000 0 1 g
A% (nonproliferative diabetic retinopathy, NPDR) ,D1
AP G BR A I P i A B R R, @2 AN DL L
ZIR P A F KRR, @4 DRI A 20 &L E
PP 5 A L 5 (3 I M HIR JEC A A L A B 2 ko HL 5%
THJE NPDR £ B0 B NPDR; (4) {3 UL 34 3l ik
I I 2 NPDR
1.2.2.5 A SRIRAP 2k W AT

(DDPN ZZ 1K RERT 6 4 ;5% g &k
BB R T 15 VIR IR IR F 3 H-F 3 S
f& 53 i (nerve conduction velocity, NCV) iy #fi & /&
R IR A2 R S BUE R by 2 32 D
bz A — IR, B NCV <50 m/s, T i
NCV<40 m/s BRI NCV 5% . (2) CAN K4 47
A M58 TGRS, Valsalva 3 7E 8] 1] 5 K FilE /N R-R
E2ZE/NTEESET 1.1 s 5 B0 36 22 A Rp 7
PO FZEB/NTF T 10 W/ 43580 R 55, Bz 7 I
JE2 KR F a5 T 30 mm Heg B RH 07 3 WA 2 i
L S W IR AT — i s 5 B AT AE Sy CAN,
1.2.3 F£BE=Ehn

KAE 3 IR FEEE 8 h DLWk H i RS I8 ik
1L 10 ml, >R FH it 3R 4 22 W% Bf 3 4G 0 1f 7% FGF21 7K
SE o % 3£ E Bio-Rad Hercules Varient [l 4= B 3h
HbATce 0 AR AR A I & HbAle, R HA
H 3z 7600-120 42 F 3l A= 1k 7 Hr A 22 4 % 0 A AL il 12k
W5 FPG, 2 1 4% 75 I 5 K% B2 IR 25 /1 I B (low
density lipoprotein cholesterol, LDL-C) 1 & % & Jig
% M JH & B (high density lipoprotein cholesterol,
HDL-C) , £ JIH ¥ B3 48 ph Al 5 0 5 S 1B [ 8 Crotal cho-
lesterol, TC) , 2 H 1l W IR %A 1k W 15 W 5E = Bt H o
(triglyceride, TG) , £ iU O 938 32 W 7 25 MR il v C Bk
(fasting c-peptide, FCP) , £ f € e it 3 0 52 C [
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## H (C reactive protein, CRP) . & H B ¥ I 2 1 AL
PiF o F g Lo sk e el = C, R T CKD-EPT A Uit
B eGFR, RH AXsym 2% & SCAR: I 25 1 1ML 38 Fil
& # (fasting insulin, FINS) , % H & & 8 0 Al 2%
(homeostasis model assessment, HOMA) i+ %5 i 1
KHEPTFE B (HOMA-insulin resistances HOMA-IR) ,
HOMA-IR=FPG X FINS/22.5, W# 3 & 24 h
PRI CRR 7:00 ERH R 7:00) , R IC % B R
RAJGEL 5 mL R E Bayer DCA 2000 Il X £
B E LL P vk I 7 PR WL ARG &5 1, 1158 UACR.,
1.3 %itsam

K HI SPSS16. 0 Gt i+ 51 A4 i A7 £ 43 Br - W6 2 1
DOt &SR o+ 2o, AR ESS it &
TERER F b 7 B S Ho g gy AL RN EE (M (P s Pos) 136
7R ¢ KB . Mann-Whitney U 35 280/ 5 L 5. A
B Z00 H R B LI B s R £, R XK
5 ;2K Ml Pearson 23 #rIlLE FGF21 /KF-5 FHA Il K45
B B S 5 2R logistic B4R 434 DN Al DR #)
SN R, {ARRIR(E N T2DM . =10 F£=1,<
10 4£=0;HbAlc:=>9.5%=1,<C9.5% =0; HDL-C:
=1.1 mmol/L=1,<1.1 mmol/L=0;TG.:=>=2. 15
mmol/L=1,<2.15 mmol/L=0; UACR;>285 mg/
g=1,<285 mg/g=0; FGF21: =400 ng/mL=1,
<C400 ng/mL=0; R HZ & T AVEFRE (receiver op-
erating characteristic curve, ROC) Hlj £& T M 1fi v
FGF21 /K¢ % DN 1 DR 912 Wi th (6. 56 7K i
«=0.05, LA P<<0.05 HERAGIT¥EX.
2 2 =
2.1 — A

378 il 3 I3 FGF21 /KR 170. 11~543. 29
ng/mL. 3 4 &G4 i SBP.DBP,FPG, LDL-
C TC AR R e 1l 8 5 A 43 b T2DM i 72
DL DPNLCAN BN R AL, 2R B LG it 5 X
(P>0.05) ;.. ¥ FGF21 41 # 3% BMI, T2DM 4
£ . HbAlc.TG.FCP.UACR,HOMA-IR.CRP, Ul &
DN.DR 9 AR WG in, HDL-C . eGFR KK T F% .

ST E L (P<<0.05), W1,

*®1 SHBERAMLR

TiH & FGF21 4(n=126) th FGF21 41(n=126) 5 FGF21 H(n=126) X*/Z/F g
HHn (Y] 68(53.97) 71(56. 35) 73(57. 94) 0. 408 0.815
SRR (s, %) 57.28-+12.64 56. 93413, 01 57.16+12. 85 0. 236 0.728
BMI(z s, kg/m”) 24, 892, 31 25. 7242, 64° 27,4342, 69° 3. 265 0. 007
T2DM Ji e (r +5 . 4F ) 5.7243.48 8. 065, 35" 12,298, 54 4187 <C0.001
SBP(z &5 ,mm Hg) 124.37+15. 16 123, 98414, 76 125.0115. 23 0.537 0.582
DBP(z +5 ,mm Hg) 75.1649. 82 74,8549, 84 75.6349. 95 0.628 0.531
HbAlc(x+5,%) 9.2542.01 9.9742.43 10. 722,69 2.415 0. 026
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IiH & FGF21 4 (n=126) 1 FGF21 41 (n=126) = FGF21 4 (n=126) X/ Z/F P
FPGIM(P,; ,P ;) smmol /L] 8.8 (6.4,11.5) 8.6 (6.3,11.4) 8.9 (6.3,11.5) 0.752 0. 349
LDL-C(z =5 ;mmol/L) 2.5740. 63 2. 640. 65 2. 5970, 64 0. 863 0.387
HDL-C(z &5 ,mmol/L) 1.12420. 42 0. 870, 34 0. 69720, 22 7.994  <<0.001
TC(x =5 »mmol /L) 4.39740. 58 4, 4870, 56" 4. 4640, 55% 1.156 0.210
TGIM(P 5 ,P ) »mmol /1] 1.15(0. 83,1. 67) 1.49(1.12,2.18)" 2.21(1.29,3.26)™ 2.875 0.013
FCP(z +5,ng/mL) 1.73+1.02 2.0841. 14" 2.4841.31" 2.342 0. 020
UACR(x +5 .mg/g) 88.69+36. 74 195. 81465, 62° 279. 54+98, 37" 67. 483 <20. 001
eGFR[z+s,mL * min '+ (1.73 m*) '] 71.83+7.29 52. 6445, 38° 28.324+2. 91 43.775  <<0.001
HOMA-IRIM(P,; ,P ;)] 2.90 (1.67,4.05) 3.32 (2.09,5.53)° 3.68 (2.34,7.10)™ 3.816 0. 008
CRPLM(P,; ,P;).mg/L] 0.86(0. 54.1. 42) 1. 23(0. 78,2. 36) 2.15(1.02,3. 29) 3.315 0.014
WA (V)] 20(15. 87) 22(17. 46) 19(15. 08) 0. 274 0.872
I (%] 31(24. 60) 29(23.02) 30(23.81) 0. 088 0.957
RMEL2 (Y5)] 54(42. 86) 50(39. 68) 52(41.27) 0. 262 0. 877
DN (%] 12(9.52) 28(22.22) 43(34.13) 22,262 <<0.001
DR (%] 15(11. 90) 33(26.19) 40(31.75) 14,782 0. 001
DPN[2 (%) ] 29(23.02) 32(25.40) 35(27.78) 0.754 0. 686
CANL2 (%] 20(15. 87) 24(19. 05) 26(20. 63) 0.982 0.612

", P<C0. 05, 5K FGF21 41 14%: ;" . P<<0. 05. 51 FGF21 41 k4.

2.2 ik FGF21 AK-F 5 246 R 3547 09 49 % M

FGF21 /K5 BMI. T2DM 5% # . HbAlc. TG.

2.3 i FGF21 K-F5 DN.DR = ERE# X %

Ffi FGF21 K481, DN3 #9 & L - \DR g &

FCP, UACR, HOMA-IR, CRP ¥ & [E M X (P << DI LEFLOIH BN, 272865 %8 X (P<
0.05),5 HDL-C,eGFR ¥ 2 i (P<C0.05), W 0.05), W% 2,
K1,
. r=-0. 658
500. 00 500. 00| 500. 00) 500. 00 P<0. 001
F40.00 2 400.00 Za00.00 2 400.00
g 300.00 g 300. 00| gsoo. 00 E 300.00
=0.538 =0. 480 =0.320
200.00 SAS X oot | 20.00 P oo | 20.00
22.00 73,00 24.00 25.00 26,00 27,00 78.00 29.00 %0.00 31.00 500  10.00  15.00  20.00 8.00 10.00 12.00  14.00 0.40 0.60 0.80 1.00 1.20 1.40 1.60
BMI (kg/m?) T2DMFEE (4F) HbATc (%) HDL~C (mmo | /L)
. R =-0.763
500.00 . 500. 00f 500, 00] 500.00 P<0.001
Fao.00 ’ Fa0.00 a.00 2 400.00
E 300.00 g 300.00 ; 300.00 g 300.00
200,00 ol | 00 Tk | 0. oo | 20.00
100  1.50 200 2.50 3.00 1.00 1.50 2.00 2.50 3.00 3.50 50.00 100, 00 150. 00 200, 00 250,00 300. 00 350.00 400.00 20.00 30.00 40.00 50.00 60.00 70.00 80.00
TG (mmo | /L) FCP (ng/mL) UACR (mg/g) €GFR (mL - min™ - 1. 73m?)
&1 IniE FGF21 /K E5H MG KRB HEXES
%2  ImiE FGF21 kF5 DNDR EEREHEZR[2(%)]
DN 431 DR 43 %%
2150 n
G1~G2 G3a~G3b G4 G5 NPDR 4/ NPDR HJ&# NPDR # & PDR
Ik FGF21 41 126 8(66. 67) 3(25.00) 1(8.33) 0 9(60. 00) 4(26.67) 2(13.33) 0
1 FGF21 4 126 11(39. 29) 9(32.10) 6(21.43) 2(7.10) 13(39. 39) 12(36. 36) 5(15.15) 309.09)
= FGF21 41 126 6(13.95) 13(30. 23) 17(39.53) 7(16.28) 4(10. 00) 16(40. 00) 15(37.50) 5(12.50)
X 5. 445 12. 319 18. 601 15. 332 8. 442 16. 331 17. 140 11. 220
P 0.118 0.032 0.011 0.021 0.075 0.018 0.012 0. 036
2.4 % W% logistic )2 A 57 T2DM J5 2 . HbAlc ., TG, UACR.FGF21 # /& &
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3 DN il DR &4 iyl 57 fa & [ 2, HDL-C J& DN #il
DREAMRIFPHNER. ZRYAHRITFE L (P<
0.05), W33,

%3  BEE logistic BT A 4

S S ﬂﬁlﬂ_l,uj PRER XF DR SWRIfERE P
DN

T2DM % 1.237  0.356 2.418 1.862 1.163~2.575  0.019
HbAlc 0.629 0.418 1.735 1.646 1.481~1.937  0.005
HDL-C —0.764  0.587 2.043 0.571  0.225~0.826  0.021
TG 2.543  0.752 3.181 3.764  2.378~4.243 <C0.001
UACR 1185  0.639 2.524 4.835  3.417~5.568 <C0.001
FGF21 0.932  0.878 1715 2.597 1.286~3.279  0.013
DR

T2DM % 1046 0.301 2.284 1.737  1.052~2.437  0.034
HbAlc 0.721  0.593 1.836 3.102  2.078~4.392 0,001
HDL-C —0.653  0.482 2,771 0.725 0.362~0.946  0.022
TG 1482 0.764 4.025 1.937  1.154~2.938 <<0.001
UACR 0.556  0.372 1.697 2.026 1.794~2.841 <C0.001
FGF21 2.842  0.826 3.159 3.474 2.281~4.319  0.007

2.5 Hmmia

K i3 FGF21 K F-i2 W DN.DR #h £ T i f1
4351 9 0. 883, 0. 899, fix 4F Il FLE 43 B M 456. 51,
450. 00 ng/mL, RAEE 43518 83. 1% .84. 1%, K 5 B
539k 95, 3%6.95. 2% , 9B FEE 4 Bk 0. 784.,0. 793,
95 Y6 T {2 X 8] 43 5 K 0. 829~0. 937.0. 852~0. 946, A
fE 12 DN.DR MG FEA M) 48hs . WA 2,

1.0

0.0 02 04

06 0.8 1.0
-HRE

0.8{ |
m |

0.4+)

0.29

0.0

0.0 0.2 0.8 1.0

0.'4 0'. 6
-5 E
A 2 ROC #h &l M5 FGF21 7k E3%f DN.DR #

LM E
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3 i 1

FGF21 Uk 5202 —Fp A I 45 K+, 32 27 e
A= 1 7E B-Klotho Z K WMFVEA T 5 FGF Z K454 .
TE4 BN B SUR A W E . FGF21 /]
T AT A 2 O i 7 1 1 AR RS P R I L
i 7 4 e 55 JECAH 2650 % 7 B8 0 5 At AT 5 AR R S AL X
AT 2 ) BB BRCRE g 3 T a0 MR B B R, A BE B e
B R A BURME O RS L A S 5 LR s
R, DA Zmur oy R, I8 ARE ) T2DM H 5 i
i FGF21 /KF B 8 T & . 55 il 5 5 s 5 1 1
ALY AR AR R L A L FGF21 K
FRE BE s FE OT2DM /B % BMIL T2DM i 2,
HbAlc,HDL-C,TG.FCP,HOMA-IR ¥ 7775 W] i 2%
L, F B FGF21 /K %5 BMI, T2DM J% 72 . HbAlc,
TG.FCP,HOMA-IR 2 IE# %, 5 HDL-C & W & i
AHE LIRSS FGF21 5 LA A | i g a9 18 5 2= 0L 56 &
W), 5 A S B g A R AR

RUSU %1 % 38, I %325 A7 58 3 1 FGF21 K
- 5T . B R /NER R A R 8 A O, 5 il i AL
JF S TEAH G . GALASSI 26V B 5% 2 W, 18 Pk B I
B FGF21 /K bifi 952 05 #F 8 32 ¥ 755 . JUNG
SO L I FGF21 K5 DR 7748 U B K & LK
KW-17E FGF21 25 7T DR WA, = /K V- FGF21
FIRBAE N T B Lk A A 403 T R A A AR AR e
FW FGF21 5B W56 Al DR 77 —E R R, A
AL &I A Bk B B T2DM 3 1 W FGF21 K F
5 DN.DR k4 &RV G, FGF21 5§ UACR
EIEMX, 5 eGFR 2 7 ¢, UL UM FGF21 K F
Bifi ' 2 fiE DR 2 T . A R A (1D FGF21 &
BT I VR HE T B VR BR R R BE 2 T FGE21
3 3k B I 5 (2) T BE R ML AR X AR a5 3 AL AE
AL e 4 BN T FGF21 7K - Fifi ' 2 g Ja B
M. BEAEA BRI L A S s DR v B 460 05 1 32
BRI o 2 AE F1 A PO 5 BOBNE RE B2 & R 1) G
M, B RV FGF21 BA B4 446 30 i %
i RS I A 7 Y . ASBIF S 45 S R B L AR
FINE 3R 46 A CRP /K- 5 1Ll FGF21 K& IE
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