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Abstract

BACKGROUND: Although researchers have noted that fibroblast growth factor receptor 1 shows great potential in rheumatoid arthritis bone destruction, there
is a lack of reviews related to the potential mechanisms of fibroblast growth factor receptor 1 in rheumatoid arthritis bone destruction.
OBJECTIVE: To comprehensively analyze the mechanism of fibroblast growth factor receptor 1 in bone destruction in rheumatoid arthritis by reviewing the

relevant literature at both home and abroad.

METHODS: We searched the CNKI database using the Chinese search terms “fibroblast growth factor receptor 1, rheumatoid arthritis, bone destruction,

bone cells, osteoblasts, osteoclasts, chondrocytes, macrophages, synovial fibroblasts, T cells, vascular endothelial cells.” PubMed database was searched using
the English search terms “fibroblast growth factor receptor 1, rheumatoid arthritis, bone destruction, osteocytes, osteoblasts, osteoclasts, chondrocytes,
macrophages, synovial fibroblasts, T cells, endothelial cells.” The search period focused on April 1992 to January 2024. After screening the literature by reading
titles, abstracts, and full texts, a total of 82 articles were finally included for review according to inclusion and exclusion criteria.

RESULTS AND CONCLUSION: Fibroblast growth factor receptor 1 was found to be widely expressed in bone tissue-associated cells, including osteoblasts,
osteoclasts, and osteoclasts. Fibroblast growth factor receptor 1 affects bone remodeling and homeostasis by regulating the function of these cells, as well as
promoting the onset and progression of bone destruction in rheumatoid arthritis. Fibroblast growth factor receptor 1 is involved in the inflammatory response
of synovial fibroblasts and macrophages and regulates angiogenesis of endothelial cells in synovial tissues. Fibroblast growth factor receptor 1 promotes bone
destruction in several ways. Fibroblast growth factor receptor 1 may be a potential causative agent of bone destruction in rheumatoid arthritis and provides a

reference for further research on its therapeutic targets.
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0 5| Introduction

EREAT KR O T kol km, LERES
0.5%-1%", 4422 % X FiE oYM KR, THEKE
Fa B L ERAE. BAREBIHRRZENE KT Kb
e BAF Y. BATRRUR X K a6 77 vl dE £ B BR A
Keh, RERFRNES. BERLE. 2HHA. F
BEAHT, AFEILHHFE, ERUEXT KG 57 £IEH
AAOMXEFRBRYXTHRHG 7 EEATERRHK. ZA
& A7) K Sk AR ALRGR 2 0948 R AR E A R RUE X
T RETO—NZTZRA, 12488 30%-40% 69 & H AfiX
s A pEFI e R R, Ry ERUE AT R EE T,
Bp A R A% ek SRS AG MELRGR S M A A B A, AR L
HREBREERERREL KRR, I, EREX
TR FTEAY T R AR EE L RERG LT BA
ALK &, BATR IR RIRE, EFIAFEHELT
FER A R Z AT, [EE RS Z A TP EFEM A
AR Ay KiE. HIRAY, £ 80% 49X FUE XD K&
BEALE 1LEATURI AT ZH Y, — 2 £ 9424
ok, H B WE AR, BIMR KK A KE7T, 4o
LR RE I8 SRS B F o ) ) & e fenF 6 ZARFRBT A,
ALK PRAENE BB A2AR T 1325 5., HbR15 4 % &
P AR R IBEI R L BRI E ®, 2R, ELF
RARE A3 FIRA AT ETARDRARAS. K
NFL iR R AT Y tm i & K B F 24K 1(fibroblast growth factor
receptors 1, FGFR1) £ K RUE X 7 £ B a8 3R P a94F A Lk,
b Fm £ KGR % K 6B 2R IR R B A2 VA RS o7 $edT
AFEZEL",

WAeds, fRE KRR LT KAREBREHET AL
KEWHEESH R T 2EA, stEgg £ RUE £ 7R
Yo 5 R AR SR R, #7067 RARGIR R A AR L AT AF
Ty ELE Y, RAEAMAR Ciz &3 FGFRL £ X MR X%
KBBIARF I RILE 9 E X, 12 KA F42+ FGFRL
FEERGEXT XF BT R mERE, EL
MR ) 89 2 it K B o IR NAT R FGFRL f2 K RUR X K&
I ER, AR EREXT K RIEA FHH RS
FRAESE .
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1 ##Fn55% Data and methods

11 BRRR

111 Bk ABAERITE % —AE4 £ 2024 F 1 A @47
&,

1.1.2 ¥Rk LBKATFR 1992 554 A £ 2024 1 A,

1.1.3 ke E  F B4 W Fe PubMed 38 F

1.1.4 #kid vk “mAFg@mRAE KRR FZAR L, ERE
XP K, FHOR, Fakt, RE@L, wEmie, RE
mie, Evimin, BIRASRmie, Tk, af Rk Km
fo” Ao XA &35, vh “fibroblast growth factor receptor
1, rheumatoid arthritis, bone destruction, osteocytes,
osteoblasts, osteoclasts, chondrocytes, macrophages,
synovial fibroblasts, T cells, endothelial cells” 24 3& 6 %39] .
115 KMERXREAR Zix, HARRE. FEaeL. 2F
HHT.

1.1.6 &% ¥+ E4 W PubMed 5048 e & S0k L
1.

SHERIIE

LRI K T4 1
12 R 1

PubMed %{(# 2

#1 fibroblast growth factor receptor 1
#2 rheumatoid arthritis

#3 HHIA #3 bone destruction
#4H A #4 osteocytes
#5 JH A #5 osteoblasts
#6 il H 4t #6 osteoclasts

#7 A
#8 4y

#7 chondrocytes
#8 macrophages

#9 Vi MBS AT 4 4 fit #9 synovial fibroblasts
#10 T 4 i #10 T cells
#1115 P B AN #11 endothelial cells

#12 #2 OR #3 OR #4 OR #5 OR #6 OR #7
OR #8 OR #9 OR #10 OR #11 AND #1

#12 #2 OR #3 OR #4 OR #5 OR #6 OR #7
OR #8 OR #9 OR #10 OR #11 AND #1

E 1 | FEZIMF PubMed $IEFEE 2R

117 BEX#KE HEAMTHAELekE 5405, L&
PubMed #448 & 524 &, T E M 16 & .

1.2 YANNRAE OFGFRL, £ RUE £ X F o3RS F w@i.
RE @I, RE@E., RE@RL. Evimie. BIERL
$emfin. Tmie. W @ICH ZAER XK, @577
RELELERIR X P BRI AR £ Ldk; QLKA
FEBOT R BETE, FFRARKER AT,
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=Y 3
1.3 HEBRAE OFFR A A E AR T K A8 KM £ 69 L
Bk, QFRBAE LML bk, @Fikce LT &Lk,

1.4 BRIWE 4427540 bk, HRLETL AL
L E AR F AR Ak, RN 82 & Lkt 4T o7, 4
3[ kBT PubMed %48 &, TLE 2.

oft [ 41/ F1 PubMed $(3 i |

v

LT A K Bl 52 0k 1, BRIRRTT4, ERR, EAmi, R
200, BEEANNE, PCEANE, EREg, MR AT, T A, MR
A" AP CkZiE, LL “fibroblast growth factor receptor 1, rheumatoid
arthritis, bone destruction, osteocytes, osteoblasts, osteoclasts,

chondrocytes, macrophages, synovial fibroblasts, T cells, endothelial

cells” 4 ST 22 1]

HOE PERI PR R SCHR 3 540 f, Mt PubMed 4R P 524 4, o [E Ji A
16 4

o BT SCRE L S SE A, B B A0, HERR S T Rl
ZAH BRIF % B RSk

| REA 82 R R Ytk RE

2 Z5ER Results
2.1 FGFR1 S 53RIAIVARKEE LA 3.

KRBT B 2L FGFRL AR RRER S50 BT A AR
H AR BRI, (B A KR

Al

Y

2006 4 JACOB %5

SRS e/ L B R
) FGFRY, S8BT SE 3 0 AR 7K
A R B B 2 4

2009 4F LU %

\ 4

TR T/NRSCTTHCE AN FGRRY (e 16
W BT AR, SERSEEAR 13T
VA1 FGFR3 A%

2012 4= WENG %

Y

R AN FGFRL BGR IS 7 Wnt/B-Catenin
ST IE G, (b E N R IR, SRR
MRNA ek, ] i 2 M3 1k 4

2023 4F TANG %5

$&H FGFR1 [H1E: CDA'T A AT REAE IS RIBIETI %
EBF MRS S RIEEH

2023 4F ETORI 4§

Y

TR S8 R TS 55 B 1 i v e R ik
FGFR1, BHIT FGFR1 {55 nl e H 2k, Jf7E

Y

2024 4= MENG %5

Y

v KRB RV G 915 R R iR T

3 | REFUMIEKETFZ UFGFRL) & 5B MR AKEE

22 FGFRISEXNBXTRRIEHRE M fmiot K
B FZhZ—FI5E R G, RN EMR. BIREHIR
ot 6L 1) B R B B 45 AR 2B AR, P, FGFRL B F AR AF 4 4
Jox KB TR Rk, FGFRL it 5 Ak o552 A0
JRRAN G B R B IRA K ARG, R IR AL
Fa 5 64 IO B& R BOM B F 1L, 7% 49 FGFRL =T it — 7
B 5 EmMBRANETAEFREZE, QIEFEBUILEE -3 %8 /
% @ % B B(phosphatidylinositol 3-kinase/protein kinase
B, PI3K/AKT) i& #2. Ras/Raf- £ ZL & & (b & & 4 Ba i B4
mitogen-activated protein kinase kinase, MEK)- £ % & /&
1% € % B (mitogen activated protein kinases, MAPKs) 2%

-

B2 R M. & ¥ 3B C-y(protein kinase C-y, PKC-y) & 13 5
4§ Fo 4t F & B F (signal transducers and activators of
transcription, STATs) &, M@ /A-Fmfa3gsi. 41k, it
Bt F AT A it D, FGFRL 3747 & A T4 77
R A g R &k, RAEERGEXT X ¥R &R
HR. BRIFREN, EROEXT R EHHFRF HE
KR A Y tm i A K B T 10 & FGFR1, FALB FGFR1 43 5 if
BETT BRI R AR AR, FEAE KX BRIRRFEF X KAEA
bR A AR O sksh, FGFRI AR IR, 1 AT
B RE . B miEmi iz kak P, @it
1% FGFRL 2 S e if i enit.. KB i, mE e fe sk g
e M, STOHA AT K P RARNER, ¥ FGFRL
5B o BR R RIE KT KB H R 66T A
FGFR1 A1l R 44 2 B /) RAE B HORBE R P 09 i A, JLFR 1,

R 1| RAHEREKETFZEH 1 ZFEMREEENRETRIFARS
HIRL A

(e KFE Cre iR PMRERESHERE
oy

JACOB % 1 2006 Col2al-cre H-&EIMM, MAEMM/MLIIR, HHEHAE

PIRVOLA %5 ™ 2002 FuBEFE I 0, AR 4 X e P 1

JACOB % 1 2006 Coll-cre  H-EIMI, FREANM /LA (LINE, B

PIRVOLA %5 ™ 2002 20 PR 35 1 2 4

Lu & 2009 LysM-cre  EEERIIN, AR AN ORI 2 4R

ZHANG % "9 2014 OC-cre RN, AR, KB

MCKENZIE % ¥ 2019 Esp- Al

TANG % 17 2023 Dmpl-Cre HEAKAEEAMGIEA. BHRILEATK

XIAQ 4% 18] 2014 HEFENEY . A 1 R A
Tl IR B 1 S5 A MRS S R JE DR ) mRNA 7K
NBE, AEE R EE R AR R AR
Rk BEHEL

KAWA % 19 2019 Wntl-Cre  FEZL. JEZLRIHLAb ™ & ()50 SREaE, 2

WANG % 201 2013 IS S T P S S 20 A AT iy

TAKAMORI % #2008 K14-Cre T [ A RN G, TR A 4

FUARRE . AHUN B A R, R0 TR
JHITE

2.3 FGFR1 S 58HIAGWERN

231 Fmi ey FGFR1IZ 5 X NRUE AT KB HIRB
RIF BB ERRBREYER. THEFAH 3
e, BPE i, AR mAe sl i, RAE P RE
T ER R EF @i, ©RARMMCH RE @i, ¥
HAEFTER. B @IRAT ARE @R F b AR HE B
ABBR e 3), Baim R AR R b E 209
FEF, derLE G o NF-kB B Ak 20 I B F % 48 % 7
(receptor activator of nuclear factor kappa-B ligand, RANKL)"*?,
B 4 % RANKL #9 £ 2k R 2 —, FGFRL 2§ & F A= F
AP REETEERN. ARIEE FGFRL F4LE, T VAl
iR #E ERK1/2 #4 AR B AL, St mAR st R4 B & G B 2
Fo RANKL 49 & ik B2 £ 2 FGFR1 &, F) B 4t Z FGFR1 f=
FGFR2 #9 s R e h A mt AR B8, K, XE K (>6 7
)R EANSTERE, FEMEE M, KRAF
WA FEL, LRI, AW FHEERBRT B3,
BRARRBHF LG RA @A KRR TZRTFRERE
W, f2HHEMEZH, XERERRTHROEKRTE
(2o B ARAR ) T E38 An, (2 X LB R MM G (4o
SR AINE ) LA e EE R RS, X HIE AT T FGFRL

Chinese Journal of Tissue Engineering Research | Vol 29 | No.9 | March 2025 | 1907



@7 TPEEATERR

www.CITER.com Chinese Journal of Tissue Engineering Research

155 fe s AT e | ARE itk a9 R, X A R
Mo 3B FGFR1 x4 A% 5 fm i b 44 7% A 1 A )5 B 85 4 K 0 19)
FREGRATRLEG ™, Fmit Tt FGFRL 094k £ 0E
T Wnt/B-Catenin 13 5@ 3%, 1RF s BB B 697 A%,
FARY & mRNA F A3, R B AR 40 A Mg A ),
Segl, B e FGFRL dk K § B AE @I IR Y, K
Ji B Fa B AX B 4 e P RANKL mRNA E Gk 4%, B Bl AR
XA R R AR % G B 9 F LB 4R & @ B K 49 mRNA &
R, RTF i FGFRL £ % & A 615 S 4 T 4%
B ey o M, X s sk R R, FGFRL T #ERTAK B
E R s, Yok FGFRL b § R £ £ 4643
N

232 E@mILT ) FGFR1IZ 5 B @i EH . B
BEFTERKOEZ@MIE, K mipnikmist AR %
8, W AKRREES. FH&8. BTHE s,
RRE e O AR T -k 3A B R B AT, B
AR tm A ik B tm il . e RAe A b AT 6 AR
B 5% T FGFR1/2 12 5 i 34 e 45 4| s B 40 i 2L ) & iAo
FHAR TG EEAER P, Fanmie FGFRL 69 &1 £ 0E
FE MBI IEIG . R Fe LA, T ARE T
FGFR1 &4 4k % § % 5 4L 3% Fo FGFR3 49 & ik # m  R
Bh, A AZR &5 FGFRL ARt 8] 77 AR 48 e %) B AT 48 I 5
16, AB3p ) 18] 7,5 AR 40 0, 64 3 5 VA B 40 R84 AR B An B
W e kA B A KRBT, RARF @IS E
JeL P 89 FGFRL ARk SR B 36T # An 2 5B 4w B 3% ) FT 56
Ty, ARNBRIEE, FGFRL ZT W A4E 4|5 B AR M-FL 69
B e ™. FGFR1 F» FGFR2 7 A& AR 3 A% B 40 o o ik B
mie S Rk, RN R AR ARE @R AR AT 69
FGFR1 /K-, AR 3 mx B 4m I & 1K A48 5T 425 49 FGFR2 7K
F P @ R AR A BRAEAR, AR 1 RRR
Z& ¥ —Cre(Col1-Cre) =45 % Osteocalcin-Cre(OC-Cre) % 4.,
FILT RAART s F ) FGFRL A A Bkik, 14
2 A, RIRE e FGFRL 69 3k 5 38 fi 5 Fo %,
B imR s g R E I, TR T FARME SR A E
RAEA IRFT. Rfn, XAPFEBRAS TEROGIBEK
FARBER ", KA FGFRRL EmE @yt m 125
FREHAEARA, REFTREENERD Y 524
R, H—RARAIR F A% & 1-Cre(Dmpl-Cre)
A4 RO mlie F 3% FGFR1 /&, FGFR1 mRNA &k T
T 50%, RAHLAEKRRETF 23, FHEALAZGTHE
8. HMRAERK RO RYN. TARARES 14
KR SNEBRBR & & 57 0 4% 7+t 2L B 49 mRNA & AT
M, [2EirEMEHEa TSRS AR AR T,
Bsh, DR F M B R BREF AR B,
TR AR E R, LEE S P BRA A, RS %Em
Jo A KB F 2RI F) % YA el i3 e B m R Fe Ak
B 49 £k R 38 IRAKI AR b A, —IRAFR AR,
AE 4 2 F FGFRL 693807 38 5 B AF /s RO A 2k am i
KB F 23 ek, IphlBEELH T O P, ARIE X 2
R, FGFR1 £ 455 34T A B i /) 7 KA TR,
— 7 @A T BT @I R, F—F @I E T R
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R s A, At AR 7 HE T R

233 BE@ILF 6 FGFRLZ5 A F @Rt —FKeh %
i, TEHREAFRKR, Xk meieR T miEz,
Fid 1T B v 4m 8 4R 7 k)R F A= RANKL #4948 Z4E A 1%
H RGBT L, B 4w e R R AR Ak e
FLATAR 6935 78, @ RANKL 42 3 3% B 4m At AT AR @) ik, 24 3 B
wm JeL b o4 P FGFRL xt 2% 8 tm by AL A= oh g LA &
2R, FHHR AR, #iE FGFRL 4= MAPK & 415 A
F AR A A R R B YL B 4G ) RARE
o _E Kl 1) FGFR1 64 & ik BY, sbsbh, [ B dr3p A i i
BF e P AL A B FGFR1 69 &34 B, % T #54F FGFR1
st R it AEHrh, WS ™ SR T N RE
BE AL 4m oL Ao R AR R 48 B P 69 FGFRL, R T R AN
B FFOEEE. T @R ER Y T @R e
W, BB BRBRMBEREEA AR L REEOK 9 RLR
K. FGFR1 894k KT /) RAE il eg 3 E A, &
8] FGFR1 285 4m oA ARAR 4= 48 ), FGFR1 3¢ T s KAk
B e T A E R R Kby, dt—FAHRA
I, FGFR1 #] VA if iT 3% 3% ERK1/2 i 54 7 34T 3k 255 4m
W AAEAL, AR R G 58 /) ", AUKES
& B s R AR, AR e SUIRE i 3% FR IR
Bed, FGFR 47 4) 7| BGJ398 41X T FGFR 4~ 4913 58 %
8E, BIKT AR it e N R e kA, X R A,
FGFR1 i@ i B 48 2K 18] 3% 69 7 A AL 8 T 207 29 2 69 oA F=
AR

2.3.4 REFmiT 4 FGFR14Z 5  FGF A2 5@ 3k 7 A3k
B R E b ACE L pEAE A BY FGFR1 fo FGFR3 24 F ¥ 1
F R4 FGFR, A KMKRF R iT42F, FGFR1 T &£ /e
JB BT X Ao B X 3L, FGFR3 F & 23874 X fujle B 7T X
KA B FGFR3 4B tm it b 4 KA I B m R A,
FGFRL 22 K 3k B 4m ity F 64 R A AR BEA R R ™, 4
TR AFXTHRE AL EEZFGFRRLEZ S, FHHG 8
J N RA T m e 64 FGFR1L A H, %1 ZE 18 4NA B,
PP A A AT B B T AR X T R B I R MR,
AR B R RN 2 B4R BT, K@, FGFRZ 5
FEXFHRERE ML T E R R4 V. IRE, FGFRL
Fo FGFR3 £ & 8 A £ 3F mfin b & 32 ¥, FGFR1 /9
SRR E T2 FGFR3 /54K B 4m .49 - A AR 1 B2,
BE FGFRL 484 LA RA A TR T @it AR BES
Bl Ao o B EGBE 13 MR ARG RRER ™, &
PN B A HE e FGFRL 6948 % 304 T £ 5 45
BAMERGEE, X5KR4 %G8 13 T4 FGFR3
LA £ Y FGFRL 4Z 5 i B4 AT 28 4w i o AR AR HHE )
B o FHUH A7 K R . Runt 48 A4 KB F 2 2 — /A4
B ) 4ot 46 B F, B AR 3t dm IR AP A R A R B 6 R A
Fad B miRie R, EHREFBETREXEMERD, Al
®E AT K e &M, ZHOU F " K 9] FGFR1 43 % id
i$ Ef Runt 48 X 4% F B F 2 49 & A E & 42 R A F
M. P250R R % &) FGFRLAZ# 7 Runt 48 K44k B F 2 &
R G F iR, Bb4), FGFRL 4% %1% 7 Runt 48 %4 % A
F2 ERAFRI Y R X RBRP R TAXRTHRE LT
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Pt AT ARAARIE T 4E 2 FGRRLAZ 5 iA42 09 AT 0. BiE T FGFLO/FGFRL 3 5 i@ s4at o % B tm IO B K 424k i

gz miiE 1B A E EE T KR F @+ FGFR3
8 & 35, #n F A T FGFR1 ¢4 & A, FGF18 7T v, L i X
R # B tm e F FGFR3 49 £ i&, T 98 FGFR1 44 & & ¥,
DELUCCHI & " A 6 R, P 42 IR RF, 443X 2k 2B B FARsh
BARRGT, MET M RIRTIMRGIRIMER, BT
RRETHAR. BEARK., SR IMEARF FGFRs #9 &
R BT, AR E TIAT FGFRL 69 &3k, ™ FGFR3
MBE LA™, FGRRIMEE AT THREFART, £k
o FGFRL 45 M3 B, MRF) A Kty e B X @R
R P FGFR1 EAF X1 KRG mie 3, 233
BB IR Y, @ E R FGFRL B T vk 82 F R 3| AL th s
PR BT ERIRG LR, 52 AR &, FGFR3
FEAE A KE mie 3G e, N AIRBEACE 094 & 1,
FGFR3 &k mik T/ {F X7 £ &4 ® ¥, Hik, FGFR1
89 80E VT BR AL T SR e o fRAXGS, FGFR1 4k & x4k
FagiR T EARIPAEA .

235 E%mfiF 49 FGFR1455 FGFR1 4845 £ AKX ¥4%
E v amfep R iA ", Sfid it T #4258 % 4o PI3K-Akt F=
MEK1/2-ERK1/2 & vf I 9 B »% 2@ it 64 i£ A5 A= £ 4., FGFR1
B E AL B IR B ey i A A R AR, 18] AT B 4 AL
B4 KR £ A ", kgl FGFRLAE A8 45 H 4% %
B AR AT ALY B oK fm IOARAY ST 38 Am K gm e B F K E
AR k#, ES@mi i @e) FGFRL 23| 2 FFA KE T4
R, OE T A4, 4% ERK. PI3K/AKT #= STAT3,
Rk % A KRR 64 = A AR, At e B K IERRL
B FM S E 4 4m e Y FGFRL %958, VAT X e B F &
kB B B AR B, FGFRL /A S E v m it
FEALAEKEF B AR AL T, Mdmis TGF-B/Smad3
1 5@ 3% M Y, M TGF-B/Smad3 if ¥4 12 845 X JE R
dREER, ETRASFER IR FAHLE T
R EIR., BX, EEMR L FGFR1 697& 1k, — 7 @Ak
BEom EEmRe TSR, H—F BB A ErE
wm et K IE R

2.3.6 BERLFLmIL T 6) FGFRL1E 5 MR AF 4 mottin
PR e KRB X T KGRI AP IriE KA &, RA
PR T AR AR FUL KT K om B2 a9 0SB ™,
FEEFAERLT, RF%EmBAETIE @I T TomE
WORE A AR R, AL X AR P,
R, X RKESMT, AR Ym0 7 L e ) 12
K Aol AR IR R A AL, 5| R RE A E R A BT
I BRSO R R, X BRI R AT Y tm IO T m L
FAR KA B R G B, WSECR 0 R, JH&R A NF-kB e
K, SUEBCE I R G Y, A A B AR BT,
AT R Y AR TR R dm 0 e KRR X K P e94E A,
HEEAH R REGEH AT IR ZXE, BIAFFHH
T 2% fRHA R RGR K K & e X 0 IR dm e AT S iR
M F, K ILFGFRL B AEFHIMENE XD K4t 2 &
AR Y e SOAE TR IR Gm A AR B FE . A S e B
o R AR E I A %, AR AE 4L FGF10 & & & FGFR1
P ) HATRIN T RE D R RE X T X g 5 e,

A AR A . AR 5 IR ERA FLET FGFRL 42 5 38 94 5T 1A
PR REZIRBRIFESFEDTERRET LR, BRIZIRAE
FHIR Y, R £ E RS 558 2 (Food and Drug
Administration, FDA) £ 4~ R 3t EAEAT H 35435 5 4 4
AR IR m ety 06 57 7 & BV, {2 B B & 4 #F FGFR1
T3] R AR FDA B S HEAG RIRIBE T, LIk 2,
X A de ) B R R AT Y tm i FGFRL 49 S AR 044 T A
#. BATCAES T FGFRLE(L S £ RUE X7 KA MmED
AKX, FGFRL 69t TR AT S mfin ey 4. R &,
FHRAFHT B2kt R, (230 A 35 K8 3K 4545 A
7R E Bt —FIE,

# 2 | FDA it RSR[5 Bl 47 4E 4B B A K F 2244 (FGFR) IE S 80N F
L)

LB s fEAER I I AR IRGR B B M S REE S %
SCHR

Erdafitinib 2019-04-12 FGFR1-4 I SR bR g [59]

(Jeik®)e)

Pemigatinib 2020-04-17 FGFR1-4 1} AHAE e [60]

(FEE)e) 2022-08-26 FGFR1-3 1L #ER /KB R [61)]

Infigratinib 2021-05-28 FGFR1-3 [ ] ( CHTT ) MHASE [62]

(JEaERERE e )

Futibatinib 2022-09-30 FGFR1-4 I3 IER=RE [63]

(HREHR)

23.7 Tl o) FGFRIES #HALHERE AT X E
FZ T RS LTE, CDAT @i+ FGFR1 £ X B & F
i ZHAO % ® ik T FGFRL FAME T 40l = 4 &  jie
Ik 2, HERER R MRIZIE, —RAR LEH T
Fepmin A KB FRELSERE XY LEmEEZ 4
JEEAR % % fa FGFR1 FAME T 4m e e 48 A A5 R ik 2
RAT AR E T S A R E R X P R EH
L4 tm R AT 06 ik, K ILT & 3 H1 & 1k FGFRL a4 ¢4
CO4'T wmfip L 7%, f = A& F4hFE v 49 CDA'T @ fin
FGFR1 8 /4 CDA'T %8 J&& & T FGFR1 [ & CDA'T 2m i, *,
K ik G 2, f£ FGFR1 FEM 49 CDA'T mmfie s, =A%
KB ameiE 17A ¢y miae )X A 36 m, A% FGFR1
8 RA R VA IRAFAC K45 M, 42 FGFRL FEVME 28 25T 4%

KERGRXT K EH K EFF T LEMEA ™. FGFRL T
B HAER 30 5 XIS T KRR ELE R S 4
R HREE,

2.3.8 MmN R I 4 FGFRIAE % /5 A R A e
R EFGE AT KB PRET T24EA . R EN,
mEARE. KEFFRF. T AREAKRF. RF4%
minE KB T FATH ERGE T KBREE AR T L
BEZNER, BTG ng s R TRAETERNEXT
KRG LT 7% T, XA KR TFESRELT
B AR mLEN, 2. SR, FSH ALY
ek, TR L 3% A BE— 7 R B A MR NS,
JnE IR KA R A 4 VY. $e ) FGFR1 4E 4% 4
%] i A R AP IG 6 T AR T 2433 iER T, Ak
RUR X KA mE T RTEF, F L2004 RET,
QA MG AR A RKE T AR EF -1- BB, THF i
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HR miee FwsnE, Ratad A R, R AW, %
7 FGFR1 Lifld s M A KB F A Rk ™. 5 —R Ak
M A, Rt A EAKE T AEREFo ik e B A
% FGFRL &4 $ % A & B MK FGFRL #9 % & K-
SR N MR Y, A R AR A it B,
BN, FGFRL &7 Ak 238 i % MAPK 13 5 38 S4T30 g R
mp ey 3G et A5 ® B AT, ¥ ARA RIS FGFR1 5 £
RUE X K eG4 A B NI R AR, B, AR
FGFRY 247 ) K FUR X KR I dn AL ¥ 494 A, S Atad
ERGE KT K AE A6 57 AR E R FGR X T KB K
MARAET 7T fed4.

FGFR1 £ R F) fm i ¥ A5 B #R a9 E A ALH], JUE 4.

3 REE5RE Summary and prospects

3.1 BB AEZITARN A GEENIRIRE Bzt
FAE FGFR1 Ao K RUE X 7 XA A7 Bl 7T 227K,
BT FGFRL £ T falie. 3RFfali. A/E falit. #&
Bt AR M kA P ey KL 54K, ¥k FGFRL 12
5T A% 38 i 7 vk 3X 2 4w i R 7B K KR K TR R BBOR,
{o BAR R4z LB 4 R A M, K% FGFR1I E X MUEZ X
KE A Fo ) dm iR A F 6915 5 4 F AR F 2t —
T IRERANREIE, Fl B &4k 2 % FGFRL A48 5 £ KR £
TR B IAAH IR R AR

3.2 EEGERXBIFHAMRIER X ¥4 kA FGFR1
EAXAESTHA, MELEEXEREXT X FHREE
e % mie. 2P AEANA. X E AR AR
TTR%E4E, FIIATRIHIARIRE, I, LFR
At & RS L aK, 48 T ZAURA R 69 B
H e B AR AR T @), xF I B FGFRL £ £ RUR £ 9 KB
BIHE| G VE R RAE T T2

_ FGFRVEGE ric/omsmstt, — mmp2 T mvpat RankLt
fizpiTaat:atill

— ERK1/25Est—> MmP2t RANKLE

L)

(Y FGFR1ELE

L wnt/g-Catenin— MMP9} 0PG] RANKLT ——!

3.3 FANBIRM ZadAe—T e Ak, TEEI
B F—, ST ERARERBITT B4, Ritadmid
AWAREEBATO M LSRR, H =, HEPREN
ZR mipAehth FIER, BRA KA KRR X AF,
% =, R FGFRL AR MEERE X T K P oy 278
ATHRAT, AR A IRAEAR £ Yo b 6 9T A2 W R LY T R BT =
Fanfe & 19 A,

3.4 CARNEBEN ZsRs % FGFRLI AXE KGR £ H
KEBIRF A AIE B T2 EL, A TaAHENE
K KL T RAEF G T 6.

3.5 RAEFENRFKAVEIN FGFRL AR LM KR, &
FAERARY OEAHATEHRE, LAREXNEX
BRI A F G RADE B RS AR BATRAE. A
RiZF AR EE T —RIRAIRIT FGFRL £ £ RUR
XPREN MK F ey THH;, —RE IR
DR BORER, R LA, Z R R¥RGiE
ARG IE R K, TN IR R e AR AR
FH T WRFE S FHRIISRT, AHit—F#E
Yo b e KRR K KK RAUE eG4 R IRAHMRIE, A&
h BT R BIFE T HE.

TEETER: kA ede Tk, KATE XIS BGE L B &,
FEHE. FMEK. . ARFAL RS LaRICE o T, $iEE
RFT LRI . AT ELEABAE LB AR, ARAEH AR ik 5B & R4 4
E

FlEmzE:
V¥ -2 -

FFRRENAERR: X8 — B P HGRIR L E, 3B (FeiRdk ZFT 00
“F - R LA - AR 5 XEF 4.07 KK, ESEI|AGELT,
AFAVLIER M B KT RIA SR, RSy &, B AT
TR PR, FHR. BN, AE 3790, k. BAMEB LK, FH
Z s &5, RSN RKER L CETAERE,

MR EELE: X3 R AT ke H 5 i35 F T LF RAREE SE i,

LEWH &AL BN, EREAARLFRGILY R

Bl MMP Sy 2 4 2 11
RANKL Jy#% 5+ kB HC A2 Al
TZBIEA): OPG Jy B R4
K TRAP LI 71 R 2k B M
R TGF-B N A KR T B.
B4 | RAGKMBEKETS
# 1(FGFR1) ZER R h 5 5

st 4 4

=il BHIFRERNS
BAIFGFR1 - FGFR1 A
iE.“&E. EH{’,. ﬁii‘éﬂﬂ T ;%SUE FGFR]
AR s
=2 ERK1/2B4E %, . I
" TRAP
@%)@ FGFRIALE MMP1. MMP13, RUNX2 | —— srEmieseets | Bt MMP9
WEamE
- . PI3K-Akt
{ ¢ FGFRIZLH T, FE
- @ sl semmTIE |
Siediili) —1 TGF-p
& . [:@ﬁt%
Y FGFRTEGE o e > 6 _7 é,% ERK1/2 ——
CcD4* T 15 SE MR MEEA
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