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FGF19 il i 1% Nef2/HO-1 45 - 1l PR k4% 4%
P B2 2N 5 i 554400 i DL E 5

KB FRR Fei B EL R FE)

CEMNEFRMEERILE, JLAREMN 256603)

(=] BW Hihigr4eguimgd: KK+ (fibroblast growth factor, FGF) 19 7 o Al (high glucose, HG) SE
I PN 2 AN 9 e B 45 v B VE I B ML . 775k B AR EE KN 2 411 (human umbilical vein endothelial cell,
HUVEC) BEHLA» ARIEZE . HG 4L . FGF194H . HG+FGFI194 (n=3). iz FH CCK8 WA I AN 7] v J3E 4 7685 1 i/
FGF19 % HUVEC 4 JL7E JT A5, a4 ARK I FGF19 % HUVEC 40008 T2 895200, ELISA VEIAE H 41/ &
-6 (interleukin 6, 11-6) . i S %l — L& A (inducible nitric oxide synthase, iNOS) | &L BB ALY LB (total
superoxide dismutase, T-SOD) . N " (malondialdehyde, MDA ) 7K, SZHFDE5E 5 PCR K Western blot 72 K6 1fiL
N AR F (vascular endothelial growth factor, VEGF) . 21 & 14 iR K F 2 M1 & A F 2 (nuclear factor
erythroid 2 related factor 2, Nrf2) . Il ZLZ N4 f#-1 (heme oxygenase-1, HO-1) mRNA M 4E 387K -5 53 A4
Jp X HEAL . siRNA-Nif2 (siNef2) 20 . HG 41 . HG+FGF19 41 . HG+FGF19+ F1 1 %t BB 41 . HG+FGF19+siNrf2 41
(n=3), WELHTER Nef2 3L M 5 FGF19 %) HG i S (19 HUVEC AL B i s i, 2558 S5 a2 hds, HC 4140
MR TR AN 1L-6. iNOS, MDA & i DL & VEGF mRNA K& H £k T+ (P<0.05), T-SOD i J3 L K Nef2 ., HO-1
mRNA BB R IBL (P<0.05); SHGA A, HG+FGF19 AN T R M IL-6. iNOS, MDA &1L} VEGF
mRNA } 2 [ FIB AL (P<0.05), T-SOD % J1 LA K Nef2, HO-1 mRNA K 2K 135K FThE (P<0.05). 5 HG+
FGF19+ IR BRZHAH L, HG+FGF19+siNtf2 2 T-SOD % JJ N %, MDA FitFtm (P<0.05). i FGF19 W] sk
HG SE0W M4 P Bz A0 A AE B 73, HATLTHI T B 55 Nef2/HO- 1 {5 5 A ¢
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FGF19 alleviates inflammatory injury in vascular endothelial cells by activating the
Nrf2/HO-1 signaling pathway

ZHANG Yan-Jun, XIAO Fei-Fei, LI Xiao-Hua, TANG Shen-Hua, SANG Yi, LIU Chao-Yue, LI Jian-Chang. Department of
Pediatrics, Affiliated Hospital of Binzhou Medical University, Binzhou, Shandong 256603, China (Li J-C, Email:
lijianchangl1111@163.com)

Abstract: Objective To investigate the role and mechanism of fibroblast growth factor (FGF) 19 in inflammation-
induced injury of vascular endothelial cells caused by high glucose (HG). Methods Human umbilical vein endothelial
cells (HUVECs) were randomly divided into four groups: control, HG, FGF19, and HG+FGF19 (n=3 each). The effect of
different concentrations of glucose and/or FGF19 on HUVEC viability was assessed using the CCK8 assay. Flow
cytometry was utilized to examine the impact of FGF19 on HUVEC apoptosis. Levels of interleukin-6 (IL-6), inducible
nitric oxide synthase (iNOS), total superoxide dismutase (T-SOD), and malondialdehyde (MDA) were measured by
ELISA. Real-time quantitative PCR and Western blotting were used to determine the mRNA and protein expression
levels of vascular endothelial growth factor (VEGF), nuclear factor erythroid 2 related factor 2 (Nrf2), and heme
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oxygenase-1 (HO-1). Cells were further divided into control, siRNA-Nrf2 (siNrf2), HG, HG+FGF19, HG+FGF19+
negative control, and HG+FGF19+siNrf2 groups (#=3 each) to observe the effect of FGF19 on oxidative stress injury in
HUVECs induced by high glucose after silencing the Nrf2 gene. Results
exhibited increased apoptosis rate, increased IL-6, iNOS and MDA levels, and increased VEGF mRNA and protein

Compared to the control group, the HG group

expression, along with decreased T-SOD activity and decreased mRNA and protein expression of Nrf2 and HO-1
(P<0.05). Compared to the HG group, the HG+FGF19 group showed reduced apoptosis rate, decreased IL-6, iNOS and
MDA levels, and decreased VEGF mRNA and protein expression, with increased T-SOD activity and increased Nrf2 and
HO-1 mRNA and protein expression (P<0.05). Compared to the HG+FGF19+negative control group, the HG+FGF19+
siNrf2 group had decreased T-SOD activity and increased MDA levels (P<0.05). Conclusions FGF19 can alleviate
inflammation-induced injury in vascular endothelial cells caused by HG, potentially through the Nrf2/HO-1 signaling
[Chinese Journal of Contemporary Pediatrics, 2025, 27(5): 601-608]
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1 B0 PR 2™ e 3 LB AT AR R A 18
PRI 2 —,  JE 3 T 2 A MRORE e 5 22 45 Tl i
At IR R R DU A . 1 RO PR AL OB
BRI P R P2 BE AL L AR R P TR R v B AT
SEES 2 E S R KIAEKE (high
glucose, HG) 25412 M- 1M1 A8 4 RE J2 & A= B PRI L
BRI IR PR o B BRI I R RE — 53 S L
B RRE AR M A IE A, A 2 BB R R s
IERARE S N M IERIE . f8 B S BOF RAEFNR &
IFAAE G MU FISE B A8 4R ) =0 B o I
B TTJRE 0 BRRAE 32 23R 0 A N B2 D e e 0 F
SIKAEREAL o R AL T I AN ZH S ]
HC P Ao e B 5 g A R B IR A sh B A
DAL IS 290 3 ok B BB 9 v ) R A, AR AL
B 2 A RE N S A A . BIFSE AR,
HIFIWEIF T 1Y N B D BE R A A ) 145 2 BRI
[ 1048 R T AR 22 5 s D B 2 A 05 00 4 L 5
TIFIRE 22 OCH 25 P B 200 i A 48 W 2 1y 7 3 ik
SRR AL | JRRAE | A R i BRI A BRI A O
B BAA AR 0 G R R 1M A
VA B Dy RE R A J A T LA I A R DB

S TN 5 i 545 7E AR PR s T I A AR R I
EIFRAEW KA RS h R EZAEH], Hrb, B4
fifr % (interleukin, 1L) -6, I8 P 2 2 KK
(vascular endothelial growth factor, VEGF) . 54
— A 1k A & 1 (inducible nitric oxide synthase,
iNOS) . B Atk W B Ak B (total superoxide
dismutase, T-SOD) . N —. ¥ (malondialdehyde,
MDA) M #RESES T U EREL 7 W
FRRY, RZMAENEHEF 2K T2 (nuclear
factor erythroid 2 related factor 2, Nrf2) / 12T 2 N4
fif-1 (heme oxygenase-1, HO-1) il B & 455 S AL W
W, RAE . ALY TRy B R AR ] e o ke

Sy BA DR I ZH 2L e, o i Nef2/HO-1
R B A 2 2 e L/ PR T 0 A e R AR AT R
i A7 IL-6., S840 0 46 bR MDA 26 35 7K ~F B £
JHe Nef2/HO-1 38 B AR B RO L4 P9 K 458 3 v
YERI M AN

AT 4E A i K A 7  (fibroblast growth factor,
FGF) 1972 —Fgiiy o i35 5, a5 ek
AEANALE R 732 4k 4 Al B-Klotho  (—FPESIRE 1)
G55, VS TR S, RN R A b AR
B AR . BIFSE R B, FGF19 i i il 8
Nrf2 335 JRH PR TG AR 1 (- 0 i D i
SR, A SRR . FGF19 3k Al
3 2ok A DB i A -3 B 1 M I 2 N2 BT 4
BB TCHAE S B L IR BRI A 4 S O
JULZ B 8 T A AR AR R (H FGFT9 X B I
BN B 50 1) 5 e e LML o TCAH DCESE . A
FEAARIT FGF 19 7 = Al 5 B0 1M 8 N B 20 o 4 4%
R VE T BRILR R 503 PR 1T A8 O & 2 it
B ESARYE

I=A
2

1 HRFAEx
1.1 SEIRHR

GAPDH, Nef2 ik (I EAEY) AR |
VEGF §iik (RDUE MR AEYRHEARA A |
HO-1 G bt N B g BT i (5€ [H Abcam 22 7] ) |
RevertAid First Strand ¢DNA & B8 #] & (3£ H
Thermo Fisher Scientific /A 7] ) . JFAR AT i ik N B2
41 g (human umbilical vein endothelial cell,
HUVEC) (L sp 75 A W BB BR A 7] |
ribo FECT™ CP ¥ Jeidfl & ()7 MBI AR W8 ARAT
BR/AH]) . AFGF19 ELISA X & (I RkAEY
HARGMRAA) . AIL-6, iNOS, VEGF. T-SOD
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ELISA i & . CCK8Fl & (s e Fr A4
B AR H]) . Annexin V-FITC/PI i/ 7=k 7] &
(PGS HE AR AR AR . MDA 5 &
(P R TRERFIE T ) o

1.2 ZHREtESE

¥ HUVEC & T 5.5 mmol/L #5454 . 5% a4
Mg . MR EF . FR R RN N4
Wgided, F37°C. 5% COEFMTh IR, 2~
3AfEAR—IK, diffed: KRS RAr, BOS UK
YRS TS
1.3 CCK8 x4 paiE /1

(1) WEEEA Rk B 4 B X HUVEC 48 M35 77
MISEIR . B M AR BE AR 5.5, 11, 22, 33,
44 mmol/L. K¢ AN 470 T 96 FLAR 1, AEFL 100 pl
(Sx 10° A2 ) 5 4TINS R 5L 1 FLAE Ry 25 F6 IR
fLo ¥igR48hiaE, HALINA 10 wL CCK8IFH, 4k
LR 2 he FEEAR A 2E 7E 450 nm &b (19 % % B2
(optical density, OD) fH. F i B 51140 17,
s Jy= [OD (nghy) -0D (= H) ]/ [0D
(Kmzh) 0D (%) ] x100%.

(2) WMEA[FIHBE FGF19 X HUVEC 40 3%
B2, & FCFI9WREERREE A0, 12.5, 25, 50,
100, 200 ng/mL. K240 Md42F0 T 96 fLik Hr, &AL
100 L (3 x 10°N4Hf) 5 AU FR B FLIE =
FIXTHRFL. 5548 hm, BFLINA 10 pL CCK8 %
W, dREEIEFE 2 he FHEGAR ARSI 7E 450 nm 4b 1)
ODfH, 14N JI.

(3) WREEA [A] vk i FGF19 %f HG 35 35 &4 F
HUVEC 36 1 52m o 3z R S0 i 2k i 14
IR BB SR HUVEC, W FGFI9MRIERRE MO0,
12.5. 25, 50, 100, 200 ng/mL, Xk 35 A 1L
VER A O BRFL o 4% 1R S50 A5 R AG I 3 1450 40
oA
1.4 HREMEALNMEEET

SEOG Ay TR . HG 4H . FGF19 4H . HG+
FGF194H (n=3). ¥ HUVEC 40 &% 1 mL (1.5x
100 4R e 24 fLAH . HGZH . HG+FGF19
ZH AR B4 33 mmol/L, FGF194H . HG+FGF19
ZH FGF19 V& 4 50 ng/mL, Xof BRI AR AR 1
PBS. K7 48 h G UE4N ML, A4l 40 m A
300 wL 1 x Annexin V binding buffer T_ 1 ¥ T % 4fl
Moo 2 IIA S pL Annexin V-FITC F15 wL BLAL PN
WE, ZEIRBDOEIFE 20 min, A0 MG
SEYG AT A 3K

1.5 ELISA%# M IL-6. iINOS, T-SOD. MDA
KFE

Fie 1.4 5 AL PRI, WS 45 A 40 i b T A
i BEELISA 32 /1) &5 16 W 45 4845 20 BR A D 106
iNOS. T-SOD. MDA K-, SEgeafi~y d4 31K,
1.6 SRR IEEEZPCR#EM VEGF, Nrf2, HO-
1 mRNA FRi&KF

FZ 1.4 HALPRZRA, WOAR A AH AN, 2R
RNA Jf S %5 A ¢DNA . LA cDNA S AR 547 ST
POLE R PCR, RMWAKRFR . RV FMFS%2 < EH]
AISYBR Green JE qPCR TR LA 45, SR H 2744
TRXT S 2 G B PCR BUE AT 401 o SE a7
HEHE3IW. SIWFHWT (5—3"): VEGF L5
¥l CTTGCCTTGCTGCTCTACCT, F % 51 ¥
GACATCCATGAACTTCACCACTT; Nrf2 U519
CAACTACTCCCAGGTTGCCC, F W 31 %
AGTGACTGAAACGTAGCCGAA; HO-1 E¥F 5|4

TCTTGGCTGGCTTCCTTACC, F W% Bl ®
GGATGTGCTTTTCGTTGGGG; GAPDH I i 5| W
AGAAGGCTGGGGCTCATTTG, F ¢ 5l W

AGGGGCCATCCACAGTCTTC,
1.7 Western blot #il] VEGF, Nrf2, HO-1&H
FRixKF

Fe 1.4 A AN M, WCBE A AL, A
150 L RIPA 40O 240, ToK b seor 46, Witk
YA SR . B BCA SL I (I, AT
5 x SDS-PAGE - AE22 il . 4 min, -80°CIRAF.
B REITHRIKEHEA%BEZPVDFE -, H
5% BLIE WK Y TBST AR B A 2 b, 3565
GAPDH. Nif2, HO-1 2 VEGF —#1 (Fi BN
1:1000), 4CHFEHR; EREM I (FRkE
h1:2400), FEBFE 1 h, ELE kAL
4. R Gel-Pro analyzer ¥ F 73 Hr 45 &, LA
GAPDH AN Z, HIWHEI/GAPDH K E(E ILIH R
7~ B ER AR R 7K . ST AR 31K
1.8 IRIEBER{RRER

WA o A as I B . BT IR . T
H. K HUVEC 412 2 mL (2 x 10°M40fif) 4
Fiv7E 6 £L A b, 40 B Rk 5 B GA 50% B, %
ribo FECT™ CP 5 il ) & i P oG Yo 40l . 1] 1 x
ribo FECT™ CP buffer F1 I A siRNAGAEH, F A
riboFECT™ CP reagent, %3RS, EZRWHFH
10 min, HIRFEREEY . MERESYTINAG
BAHER-HERNESERE, THR4mAS
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siRNA-Nrf2 G L], B BRI A5 P Xt
HESiRNA [ Y5, 25 O BEALAS I T2 ik
F o R g7 48 hJE K Nef2 mRNA K 55 A 235K,
SRR, SCge Ay A 3K
1.9 B N2 & BE F# & 4 HUVEC T-SOD,
MDA 7k

STy A HRZH | siRNA-Nrf2 (siNef2) 4 .
HG 41 . HG+FGF19 4] . HG+FGF 19+ MExT a4 |
HG+FGF19+siNf2 4 (n=3)., Zr#HACFRARML S, R
FH ELISA ¥ 46 0 4% 25 48 i 1 75 % 1 T-SOD. MDA
TR, BN I 3K
1.10 SFitEHZE

K HI SPSS 25.0 et FAF X B s 47 Ge it 2% 41
Mro RS R LISE « brifE2E (x+5)
TR, ZHM BRI E R I 208, 25
BF, 2 Al 1 AR I LSD A B85 T 22 AR SR,
ZH ) P L AR ) i T - 22 JEUR K 95 . P<0.05 36
INERA GRS,

2 #R

21 AEREFE /S FGF19Xf HUVEC 4l
LA

2 OKN TR e A ME (550 11, 220 33,
44 mmol/L) KbFHRA48 b5, HUVEC 4015 1155k
100.0% +3.1%. 110.1% +1.9%. 101.2% +2.1%.

94.0% + 1.1% . 78.4% +4.3%; * % M W 5 Ky 33,
44 mmol/L I, HUVEC ZH M7 /145 5.5 mmol/L 2H W]
BT FE (P<0.05) o J5 52 5% o 1 5 7] 7] W vk B2
33 mmol/L,

FGF19 ¥ B & 0. 125, 25. 50. 100,
200 ng/mL, HUVEC 4T J1 73510 97.6% + 3.8%
107.7% +3.6%. 105.8% +2.0%. 104.6% +2.4% .
112.9% + 1.0% . 105.2% +3.4%, %44 HUVEC
LS I T 0ng/mL4, ZRHAGH¥%E X
(F=8.68, P=0.001). &£+ FGF19 i TAFEVE B [l
4 12.5~200 ng/mL.

7 25 B W B O 33 mmol/L, FGF19 ¥ 4 0.,
12.5. 25. 50, 100, 200 ng/mLAf, HUVEC 4155
150 B K 89.5% £2.1%. 92.2% +5.8%. 94.6%
+6.6%. 102.7% +3.0%. 105.6% +6.9% . 98.8%
+2.3%, FGF19¥#k =50 ng/mL I, HUVEC 4 3%
TEE, SRS R FGF19 ¥ 4 50 ng/mlL (F
=4.90, P=0.01),

2.2 FGF19Xf HG 5% %4 T HUVEC AT
sEA)

TS ARG I 25 R R, XFRRAL HG 4L,
FGF19 4 . HG+FGF19 £ 40 ifd 4 15 4391}y 20.3%
+2.7%. 260%+25%. 165%+2.6%. 19.8%
+0.9%, SXHIRAIAIL, HG M TR 5 E T}
fm (P<0.01); S HGCAAMEL, HG+FGF19 4140 i)
TR F T (P<0.01), WHE 1,

X R HG 4L FGF1941 HG+FGF1941
Control group HG group FGF19 group HG+FGFEF19 group
A
PI 3 E 3 k|
0.19 0.16 0.71 14.9 0.30 19.2

16.6 26.2

T T
10 10 102 10° 10*

E1 FGF193t HG S 20 AE T H 220

Annexin V-FITC

Era U Gl e A B R R e ) L Y R |

MR T AU BTN T % . S HGAIM L, HG+FGF19 414N T2 5 2% T 1%,
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2.3 FGF19 Xt HUVEC 4l R fiE B | AL R i 3E 45
SEAD
5XIRRAME, HGAIL-6. iNOS., MDA /KF

T, 4B T-SOD JE J1RAIK (P<0.05); 5 HG 4
., HG+FGF19 £H 11-6. iNOS. MDA /K F&AIK ,
YL T-SOD i 1+ (P<0.05). WLER 1.

*1 KAMPIL-6. INOS, MDA, T-SODKFEbE (x+s, n=3)

20531 IL-6 (pg/mL) iNOS (pg/mL) MDA (nmol/mL) T-SOD (U/mL)
papiE| 19.1£18 1912793 455+24 479+ 17
HGZH 31.4+2.0° 744.6 £ 196.2" 747 +43° 2.6+47
FGF194 199 +3.1 1147+ 61.4 41.6 £0.7 489+19
HG+FGF19 4 26.2 + 3.3 4297 + 71.7*¢ 48.8 £3.3" 487+ 1.2

FfE 14.26 17.95 74.82 4.62

PiE 0.001 0.001 <0.001 0.023

e a/n SXTILA, P<0.05; bn 5 HGAME, P<0.05; c/n 5 FGFI94HAI, P<0.05. [HG] mikk; [FGF19] RULF4Egnus:+ K
F19; [IL-6] HAMENE-6; [INOS] EFHI—SFILAAHG; [MDA] IN_f; [T-SOD] S YL LRET.

2.4 FGF19 ¥ HUVEC VEGF,
mRNA & & B R R X

XA, HG 41 VEGF mRNA KA (i
IAZKETRES, Nif2, HO-1 mRNA K 1 i ik /K F
FEI% (P<0.05); SHGZAML, HG+FGF194] VEGF
mRNA S TR IR KRR, Nif2, HO-1 mRNA
KMEAFEERKETE (P<0.05). W2, F2.
2.5 B Nr2EEXHUVEC Nrf2 mRNARER
FiK KT B R

S )G % 7 PCR M Western blot 285 5 i 7~
S5HPEX A (43518 0.94+0.09, 1.02+0.14)
AHIE, siNef2 20 (435128 0.66 £ 0.14, 0.66 = 0.07)
Nif2 mRNA 8 FH#E KRG, 2R A5

Nrf2, HO-1

FGF19+FAVEXT FRZAHAH L, HG 4 T-SOD % /1 F %,
MDA K FETHE (P<0.05); 5 HG+FGF19+FA xR
Y A0 ., HG+FGF19+siNtf2 20 T-SOD 3% 71 T W&,
MDA K ETHE (P<0.05). W33,

i
97 &
o R SIS
@?L%f“ Hs e £
~ 2
RS S QQ&\O, ~2\Q )SQ
o & & &
VEGE | ————— 27 kDa

Nrf2 100 kDa

B (P<0.05). W3, Ho-t . 33 kba
2.6 B Nr2EEXf HUVEC T-SOD., MDA 7k GAPDH |et— | 36 }D:
Fap=A!
X4 . siNef2 41 . HG+FGF19 41 . HG+  E2 #£AHUVEC VEGF, Nrf2, HO-1 BAREEHE
*®2 KLHAHUVEC VEGF. Nrf2, HO-1 I mRNAFIZE QM RIZELLE (F+s, n=3)
VEGF Nrf2 HO-1
203
mRNA EH mRNA EH mRNA EH
X HEZH 1.00 = 0.00 1.00 = 0.00 1.00 £ 0.00 1.00 = 0.00 1.00 £ 0.00 1.00 = 0.00
HG 2 1.98 +0.43" 1.64 +0.37" 0.50 +0.12° 0.28 £0.19" 0.40 = 0.25° 0.44 +0.32"
FGF194H 0.52 +0.19 0.95+0.32 0.91 +0.08 0.66 +0.19 0.92 +0.19 1.02 +0.49
HG+FGF194H 1.06 + 0.32" 0.69 + 0.37" 0.77 + 0.06" 0.70 + 0.22" 0.82+0.21" 1.55 +0.06"
FlE 13.63 5.06 30.35 8.62 6.01 7.06
P{E 0.002 0.03 <0.001 0.007 0.019 0.012

W an SXTHR4MEEL, P<0.05; b5 HGHM ., P<0.05. [HG] Bk,

[FGF19] MeFEdnf A N 5-19; [VEGF] MU pA: K&

T [Nf2] ZLRA AR T 24056 525 [HO-1] iZL3RIn 4 1.
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D S
He o Fe .
N A)F\ & S &
B & N & &
$ ¢
fzs& & \3\
¥ < $

CAPDH | —— - ),

B3 &ANfEAFREESE

%3 #&4HHUVEC T-SOD. MDAKELLE (x+s, n=3)

2051 T-SOD (U/mL.) MDA (nmol/ml.)
Xt e ZH 83.2+42 48.4+3.1
SiNrf2 £ 74.8 + 4.9 52.8+2.8
HG 4 55.1+0.7*" 782 6.4
HG+FGF194] 81.4+2.5" 449+2.1°
HG+FGF19+[JI X B4l 83.6 +2.7"° 522 +3.6°
HG+FGF19+siNrf2 25 53.6+ 14" 703 +9.5M

Ffl 62.07 19.36

Pl <0.001 <0.001

W anSXTRAMEL, P<0.05; b 5siNd2 HAHEL, P
<0.05; c/RS5HGHME, P<0.05; d7"5 HG+FGF19 AL, P
<0.05; e/N-5 HG+FGF19+BAMEXF LA L, P<0.05. [T-SOD] %
AP LB ; [MDA] INZE; [HG] @il [FGF19] Jlzf4
MR 195 [Nef2] 2L RATAEMRHF 2 FHC R F 2,

L

3 e

1t
FGFJ2—RREAR, MHUALE . fhE k4t
AR EA 28R . FGF19 R Hinki i 26 5h )
Z [AIJE M FGF15 M FGF21, FGF23 $J& T N 43
FGF F 5606 ", FGF19 FHEAE/ Nz LI b 1 4
M gesk, HA B ZRERON Y, A G R
B R HUBMERIVER] ' FGF19 AYFEBEAE FH ol AR 15
B R Y. FCF19 iS40 A Ak 50 LA K il 4
B B AE T 0 NLAN R E T AR AR B
FGF19 2 5.0 (LA AT IR A4 & e FC ULAR I A it
IS

it B 1 P Bz 4t 3 o o SR M L R L Il
B IR B R R GRS A RS . BRI, 24
PN B 20 L 2 % T HG B R BRI, 1 2B RE
PA S S N B T e R A R A R AR
T U AR AR ARG SR A DG R IR SR a1
B TS PR IR LR Y, Hol i &
o 240 Y P R P40 X LA P R A R A
H A X T i S 200 55 P9 R 0 18 B A L

RITINE o AL, FGF19 A BE IS P K
TG 71, WGEHG SRS JIFRAK, JFREAE
HG F 300 P B i 1%

W PRSI0/ I R RE AR AR 16 0N B A A a4
HE TS SR AE B F B A IR bR R Rk . AR
W9 R, HG A FFIL-6. iNOS /KL K& VEGF
mRNA & 1R BT, FGF19 Al HG &4 F
HUVEC IL-6, iNOS 7K-F LA K VEGF mRNA Fl % [
FEIRKT AR o ST o7 S350 4 2 M PR s Il I &
SEREEERZE, T-SOD&—KL T 15K AN
BT HMXE (0,) WEREAMN B, Bk
PrAM R G T ZE N o, AEXT BN BR s
4 (reactive oxygen species, ROS) Wi & # | & A
. ARWF5E &, HGY HUVEC /Y T-SOD i /1 F
K%, HG+FGF19 20 T-SOD 1% Jy 9] B4 g, Li 45 >
o LB, EA FGF21 7EIR YT B IR 1 I L iz 46
Bl i ROS /™A=, B4t & 73+ 1L-10 F1 SOD-
1K, XU FGR21 @ 38 b Ak fe o, il
SN A ORI T 4 i AR B R, AEWE IR AR
JE bR A R ELR Y E T . MDA J& AR i 4k
AR =2 —, fetes AR EEM, &
B FHAEAG U AE A v S8 A O ST 08 b 35
HG A {2 P Bz 41 MDA kK- Th s . AT 2R
W1, FGF19 REA AARFIRMEREAE £ 2 I3 MDA 7KF-,
W TR N SR N Y. AR B SE A R R
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