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AmoyDx® FGFR2 Gene Break-apart FISH
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AmoyDx® FGFR2 Gene Break-apart FISH probe kit
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FGFR2 13, #AEF A 125k (FGFR)
773) R TAZERE T FF—E¥TH D,
FGFR2 OV 7 v FIFEAF e Rt BTG PRI, F805A
BFEO—D2THY, ZOL)RERFEEL7-:69 FGFR2
A BRI T AR E 295 FGFR2 i
RFREEISESERPAETIEZIN TS, DA
M BT 5 FGFR2 & AR T DIFfEIE. DNA R
RNA ¥ — 7 v Rt &L LR YT 2 Fva 72 FISH
(fluorescent in-situ hybridization) (ZCHZEMFET
Y. FISH MATIZKE R A mOHMMRMRIA T
JEASTHETdH %o FGFR2 W& B Ia T X HBAATH
BB FEICHF IR R O 10 ~ 20 % F2 £ I2 589D
5N %, NFHNIRERIZ 5 EALFFH 26.3%THY,
(bt O BIRL D RS, BB OB FE A
FHEINTWD, 2024 412 FGFR OEIR Y55 THE R 36
[ # 225 F =7 (Tasurgratinib) | 2% [ DSAAfLE#
DRTHIE L7 FGFR2 B & 815 T W TE OB Y b
AREZIHENE ] 2@ RE L TRRSIN, £0ary
F v Z Wi d L LT l[AmoyDx " FGFR2 Gene
Break-apart FISH 70 —7% v b] 29K &7z,
ARIETIZ, ZOFISH 7u—7%vy baduiiz, W
JRAEHEIC BT 5 FGFR2 R f 5 T &2 L0 % GBI -
BRI OWTEST 5,
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FGFR IV 7y —HlFus v ¥+ —¥ T, M
R AT A Y =V ADMEFER) BT V7, M1E
PAERRH RO BRI G- L. Mg 7
YREEAICEDL 3 DAL I raT Y RAL Y
N EE N A A > M EANFay sy FF—E A v
#*4 ¥ 5, FGFR7 7 31 — 4 7121 FGFR1 ~
FGFR4 @ 4 5rF-&. MBBENBIGE N XA >~ (catalytic
domain) %K< FGFR5 (J4 FGFRL1) 2319 %0
VI Y RIS iR - (FGF) ThY). FGF
773 —=OHIZ18 ) 4 v § (FGF1-FGF10, FGF16-
FGF23) 2554535,

FGFRIZV AT ¥ FH %5695, FGFR A3H.EED
5TEAARICRY, HnTFayrFF—ERAL VY
VBALSHEZ D, EIhO) VBILICE LY S FIVA
24 —F (MAPK, PI3K-AKT-mTOR, STATS3, PLCy
-PKC) DSR4 IIEML SN T 7 IV mEShTn
(1), Mifasgsm,. MlaAfr. Mg a% oM
BB SRISND Y, LML TIX) 7 Y B
A LRWIRREET FGFRICX BV 7 FIVEEDSEZ S
BWEITT B0, FGFRDY VAL (—) RED
SHP2 %0y Y BEALIC X 2=, 45T GRB2.
GRB14 & 5\ X FGFR 4 C K i #R A1 X A il )
I2& 0 FGFR 7 AN LIREED HEFE ST B Y

—7. FGFR DG AL FIHIES AL % A>3 F-C i &
i 2 724 M AE % FGFR ®BAZ T O REI2XY,
FGFR DG AL AYE A U AR 20 5 2 & A3 28
AED—DODEFTH LI EDVRENTBY, FEBIZ

LA AR GE > 5 — b BERE B 56 & > & — i - B AR A TR O B

[EN7. A3 AN FE 2 > & — g e s PR
&104-0045 FEHEHILX S H5-1-1
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ANDF Ty VR RAKRY =¥ Cy (PLCy) #
) UL EFEST 5. 2O FGFR OiEEAbIZ, T FGFR substrate 2 (FRS2) |
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PRAE M R R 28k (FGFR) O ¥ 7 MuEh Ay — F

WALV — 7RO F 1 ¥ iRk,
EAMTH L X F—ERTOFu Y VEEOHAD
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R4 RASERK B

L O PIBK-AKT ¥ 77 F v A A — ot b (Gfll) &, PLCy RGO YT v o) vu—)b (DAG)
PKCBLUA /¥ b= 145- = Y8 (IP3) -Ca” ¥ 7 F Vit (M) %753,

ZONAME, PREE FR R PR, S
B BhRE. IPHIIORE. DPHLNE. TR Job\’(
FGFR #B{n T O LER LA B T2 255
TWhe T AMBLICETS FGFR OifMAbIX
AMBBOYEGHE, AAF B BRI A, $EH
M7 SRS D A Z E DS WS SN T WS 7,
FGFR iR 5 E RN ARIC A6, RUTHE
RFE, BE AR, MERETONHED
WHME 4 D FGFR AR TS Lo THIE T RESA T
BHEEIZ R 2 5T\ 5, IR FIEIEIL FGFRI #5134
WICBWTROEHETHY. FUE. . KT
BOBEND Y, FGFR2 i THIRIEE RO 5%, 7L
WD 1~ 4%\ZROBND Y, @i T 45T FGFR2,
FGFR3 THIENZ RO B, TELERIX FGFR2
Tl S252W. C382R. N549K, K659E |2, FGFR3 Tl
S249C, Y373C. K650E (2o b5, EHEHICRLE
FGFR2 345375 NI 0 10% . FE/INHRL a0 4%
HHED 4% :;{%fohé IH, IEEICLROOND Y,
FGFR @& #{n¥ (F1) 3. FGFR &=/ 5
T BT/ “\%frm@/\fm%m 3514712
GHEENTWL Y IRV Ty —54 7T,
FGFR @ N Kl A3 @l 78— b — ol fs 1 / 5
TilEHR SN D, £ D1A FGFR @& #H 1z T
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SR D) &) —EBEER

(BCR-FGFR1,CNTRL-FGFRI1, MYOI18A-FGFRI,
TPR-FGFRI1. TRIM24-FGFRI. ZMYM2-FGFRI.
ETV6-FGFR3) I RIER TSN T, 1la
i3 7%—%47CT.FGFR® N Kl A3 s —
M — MR T/ 5 FIlCER SIS (6] . EPHAG6-
FGFR2), 1Ib #i3V 7% —%4 7T, FGFR® C
KM ASEA 7= b — DM@ {s T / 5 TS E RS
5 (Bl . FGFR2-BICCI) .

FGFR2 @i &8 {n113. B D 10 ~ 20% D
FEBI TR IAN—BIZ T REL LTl S, BEHEET
= FF =R TSN E T 140 BIET-LL A
ENTW5 ', FGFR2 =T DYWL EISA ~ b
Oy 171 AL BA, 2oy 17, =2 18, 3 FER
R DAL 2 BRI Tﬂiﬂ?Fﬁ*BﬁiﬂZHH
D 3.6% (3/86). mAAHAEHESED 0% (0/68) |
FGFR2 @& 5 T-H e shTns %

II. FGFREM &G B F D&

FGFR2 Rl &5 # AR T @ B 75 1213 NGS (next
generation sequencing, KIS —7 ) ZHw
72}k FGFR2 D7 L — 7 78— 7u—712k %
FISH T & 2389 %o NGS 27253 TlE, 28
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F1 FEIEESICB 53 7% FGFR @& & T
FGFR SIS T 3ME IR T G s R I TN 7
FGFRI FNI FGFRI lia V)RR DR I B RN
FGFRI1 HOOK3 ITh THALAS SRS
FGFR1 TACC1 Ih THALE B SN, WE S0, Ak
FGFRI ZNF703 IIb L
FGFRI1 NTM ITh PR bRz A
FGFR2 EPHA6 FGFR2 Ila L
FN1 FGFR2 Ila FACMEA PRAL I A T SR 055
KLK2 FGFR2 Ila [ImAL ]
FGFR2 AHCYL ITh JIEE 9
FGFR2 BICC1 IIb JIEVRE S, A R, A
FGFR2 CCDC6 ITh JIRGE 5
FGFR2 PPHLN1 ITh NI
FGFR2 SHTN1 ITh Fr N e il
FGFR2 TACC2 ITh JIEAE R, AR, L T R 5
FGFR2 TACC3 ITh JIEE
FGFR3 FN1 FGFR3 Ila FACNEA PRAGIC B A B SR 055
FGFR3 BAIAP2LI1 IIb PR bRz 9, Il
FGFR3 TACC3 ITh PRI b B2, FE/INAI A, SRS, B2, ARt

AR D7) 5 DNA Y — 2 2 Z@NT & B\
& RNA v — 27TV 22k FGFR2 @& #in 1%
%94 %, FISH f## Tk FGFR2 &A% T O Y
FUAHIS O 5 & 3 NI H O R L 72 e 7 a —
TEBVC, PAMBEOBETICN, T FLE—
Y a v &, FGFR2 Bz 23Ul ShTnwab T L
ZEETHIEICED, BABIR T O LA
T5. 3SHOMN HEOEEZ, H—3r—bzH
WTHR L 728512 X 5 &0 226 B0 BN A H
H o 26 B FGFR2 B & BAZ TSR AEL . £ D,
DNA- v —27xT Y A2 T2 16 fl, RNA- ¥ —27 TV %
Tl 22 #l. FISH Tid 23 f23F % X h. FISH
EVRAHMATHALIEDPRENTVDE ", B 7V
NOINO@BNT T EERETAE, NGS¥Y—7
YADERDIZDITIE, LELEBE BT 572
DICHLEEDOEDODPAMBERS 71V <) v HEEN
774 A (FFPE) AMMBUK 2% T %,
MiZxt LC, FISH o841k b3 5 7% FFPE
BAMBY T BT ERTRETH 5. MK
HIGIZBWTINGS V=272V AR50 A
FIATa T 7 A At e FISH AR 2 i3
L, BBEVLVEIFM CTHRREZES N SIS
HoHEHZ,

-
—
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. AmoyDx® FGFR2 Gene Break-apart
FISH 70— JFwh?

FGFR2 #5413 1092613 ICfF4EL. R X9
IRE BRI T 2 KT HB 0 FGFR2 i x T DY)l
MIEEZA e 17 THY, 203 0rr V> 17,
IV 18, 3 IEMFEIRICSEL 5, FFPE B3AML
YA L CYIWr &7z FGFR2 #i{=T% 5 fil& 3 4l
TENZENMMB T REE 35729, FISH ¥ v MIiE
FISH 7 u—7& LT FGFR2 i&fx 1 O Y)W mi s 80T
Mot hax 7 e EAL T a X 7 [ o B A
7z 350kb. 300kb A% DNA I2F L&A th 40k

~300 kb
Cen €«—-——— 10g26.13 ————> Tel

~350 kb

2 10 Fptfh Tu—Tr<y 7
itk ) X b
(R213&KHNF—THERLTVET)
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MBIESTHIIE=>

EAIC 1 E EoREST L
&1 SN EOSE T VNNF
£33

AT 1 LORESTTIL
EHROBBITFINFEYS

5.

BCEAICHES STV, 58k
ST, e (HEEOREM
IFWNGES.

BAOZTTIVG 2 et
LTWa.

BT HIIE=>

#AIC 1 2L LOREST I
EETFIDEED 2 {EFBO
B TR ELIE ST FILNETE
4%

#AIC 1 2Ll tom&STHI

0)9?)‘)‘7?&3‘7
MIEANEESTFIEEEIC

H,z%fm.:n‘&)

#AIC 1 2L EORESTHIL
CHAT, BidogesJrl
NFET 3.

R3 Y7 FNREy—
Wik ) X i
(F33%&KHT—THHRLTVIET)

(Cy3). #ktaiizdt (FITC) #EikL 72 DNA 7Hu—7%
SN TW5 (K 2), FISH NN 22 )3T
FEWiT 5o FERDOMMEAT A FEEMIZ 100 F5iHi2 0
WL o X% T R I M 72 S 2 R O, ASAM
g 50 HFBIC D WTHBEY 7 V&R 3 R PRI & 45
B 7PV R RS (R 3) ol 4% 5Fl
ERA N DA DIAEY iR SO A I
VIEZD 2 5L BN CWA DL L, Bl iktao
STFNVAEELZ)ESTWDS (HEIZhbZ k%)ébé)
LIV 7 FIVIERED 2 K CTHEL TV A
LT 5, PAMBOBNICIE. 128 LD %’E
YTFNVERMETTFILVDE Y, 1O EOB—0f
ikt DT T FNVBEENI GGV DH L. TLT,
GHES 7TV OFETET MO B A A A7 b 50 #
Fa b T 550 % (25/50) @ 5 412 FGFR2 & 15 @
rearrangement (58 BtkEE L. <10% (5/50) @

AL 35, 10 ~ 50% D AT EREE L.
E 51250 MBS OWTEMEI LT, > 15% (15/100) 1
Batk, €hPIAHIBEEE 35,
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V. FREEEREICDWLT

NHEHE X IF N DIF MBI AT B IE R TH D
TR RN IIIS B E DR NA D DA TH HH5, H
WIZEBHAEMEOENREL, HAZ LTV 7T
IR BT 2 EMBN TV AE™ , 721
Bn L 2N, + 3R FLEEER R % & CIH &R & I
Ao JREREI. AL X0 B IR HE & AR
TR BI S A, A 3 V3T PSR A R A & ot fr
PRI AT DD LT NS,

JFE PR 8 V3 D76 1 IR FE 3% D #915% % i & A
FaRE RN T 23 B BB BE 2 i 955 C & DSAFRAAE SR
1326.3% (A EHIIBREE 41.5%) E FHRARTH S,
FEPIHAS R IEWHO S50 (20194F) 2> Hsmall duct
type (SDT) &large duct type (LDT) ®2D D%k
o h b2 eilho7: (R4) *Y, SDTELDTIR
BRI BRA I R D8 R 2 32 E S Td % D A
O3 BInTERNRY =V RRLZEPHLNIC
oTETWVAHIENS, 4% SDTELDTIZ R %%
entity DEE & LTI - iDL TN I
%5259,

SDTIZ. 74 WAYERF SR 22 55 % T R ACH AT
5 ZENL L RN ORMFIBNE 1564 L NI
PV RS T B TR RS & 7 % o EBGRIIR L, AN AT 5K
DIEFANL SR TR FARITECH LTIz L AL
THREAERZ LW LD TH 5 T2 B2
HAS S O B -C & 2 JIHAS HI B RE 22, ductal plate
malformation patternz &3 4 HEHE XV NBSDT
ZEENL, 2SR UCLD TN AE, R3S
WAL NBAS 98 OB SR PR AS 27 A RGeS ) 2 7 C
HY FMEHISEVKRWIEE NS FAL ., JHERZ D
JE PR oD PR 3 ] R RS ) PN 2 R L TR 20 S T
B9 % Z & T R A LS IHAE R 28 ek 5 R B A5 3
R+ IR TR TR RS DR & 70 5 o ARSIV BB M
VR PR e 5 A oD 5 IR s FLEH R s & 529
LG TH 5o K EAIZEE RO SN 5, MRS
BN THREEECIRERBENZVESNTWS, Pk
(ZILDTASDTIC L TAH EIZHL LDTISA AR
HFA IR I R RO REZ IR L, BT RED
ZNONERE L ILEED D 5o S AEL 58
{75413, LDTHKRAS. TP53. MDM2, SMAD4\Z,
SDTIZBAPL. FGFR2.IDH1/2- DHED B %o ZDIF
2 ZARIDIA.BRAF.ERBB2,.NRAS.PBRM]I,
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4 JFAIREE oML

(A, C) large duct type (LDT). (B, D) small duct type (SDT). (A, B) 5= 1%, (C, D) Wi,
LDT (& PRS- N &2 8 & L C S VR A & 529 4 w8 PO AR b 2 Bl i o0 45 KA e 1)
L. PRI 2 & REECTH 5. SDTIINIFE-N % T E U Cn i RIES I o /N R~ 2%

RALY 2 29 2 Bl 2 R ¥ o

PIC3CAZH BIZTREEZEL DT EAVRENT VS,
FGFR2FMNA AL T3 L ASDTTHD LN B ™

V. FGFR2M&EELFIZIE DiEEREZ
RHET D7 FIRAN G

ENORHAE IR 35 G HIE, F—I20FH)
B, AARHIIBRASBERE B R LTl bk e LT A
VHIE YV +S1, HEWIITLAYVIC Y + VAT TFUD
PR Z N ET 50 HAE, TNHITIMATH TR
DK R I NIz, Wb FGFR BHESE T, 2021
46 HD 53 #F=7 (Pemigatinib) 25, 2023 4£
9 AN 57F/3F =7 (Futibatinib) #%. ZL7T 2024
9 ANSF AT FF =7 (Tasurgratinib) AKEE
SNTWVD, 3HNIVTND [ DAL H LRI
L7z FGFR2 @& 8 a1 Bt O i i S B AN RE 2 0 3
¥ ZESx R E L, FGFR2 @A Ein T2
[FoundationOne "™ CDx 25A 7/ 4707 74 )V,
[OncoGuide™ NCCH >y a SV ¥ A5 A,
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(B4 13%EH S —THEHRLTVET)

[AmoyDx " FGFR2 Gene Break-apart FISH 71—
TE Y] BENFNO TS VB L UTHKER
ENTVE, RIFF=TEIANVTTF =TI
FGFR1/2/3 ® #RWHFEH, 7FF =713
FGFR HEHEHTH 5. AL Z BT 5K
KT —rizFE 2 IR L,

BHDIC

FGFR2 &5 A5 ¥ % W€ § 572 @ FISH # 4
Fo b EHICEESL L 720 FGFR2 B4 1% 11 FG-
FR2 5 7 O Fefe i AL % - L R 2sA L% & 72
L. SEEFERPAMTEDOHAENBDLNT VWD,
HER PR BT N IRASHE CIE 10 ~ 20% IS S | BRI
SDT IZBWTELROOLN D, JTAEIHEHE | # 5 A
A EN7- FGFR %313 % B2 &4 5330 ~
40% . IHEAHIEE G725 80% LM SN B L2 ATH D,
FOAVINZF VW TH D FGFR2 @b & 1= T
FISH kA & & B A8 LT %, FISH #2813,



262

F 2 [EWNAGE FGFR BHEHE O LK

NIHF=T

TFNF =T

BANTFF =T

PRS-

AR - B AV RS IR AR

LA A FURE BB
EHBZME S (ORR)
EREE S (DCR)

FGFR1,2,3;8 R BH 3
L9 ERE D H 5 FGFR2
BaBET 2T 5ER
) B AR BE e 0 E R E
AR L L2z ERS I A
2413 Bk (FIGHT-202)
NCT02924376

107
35.5% (26.5-45.4)
82.2% (74-89)

e B A R e () 6.9 (6.2-9.6)
EAFMERYLE (F) 21.1 (14.8-NE)
ik 12

JLFGFREH &3

A #JUE (BRFGFR [
) DI HFGFR2RG 1z
T2HT HUBRAGE 721
HR A VE O T IS 9 s %
gl L-ERSLFES 2 A
RAE& (FOENIX-CCAER)
NCT02052778

103
41.7% (32-52)

FGFR1,2,3:8 R BH =358

L2296 IE O & 5 FGFR2R#
HEEfETE2HT 5 WERARE
AT F 723 dm Ak o RS
BE 2R L7 FE R AL E
HE2H R (E7090-J000-201
RER) NCT04238715

63
30.2% (19-43)

82.5% (74-89)
9.0 (6.9-13.1)
21.7 (14.5-NE)

13

79.4% (67-89)

5.4 (3.7-5.6)
13.1 (10.8-17.4)
14

* ()95 %S HEAX I 5 NE, FFAliA#E

NGSI2& %Y =272 Y AR L TH R OME Y
¥ 7V ETHEBRRER R TR AR TH L Lo

7z A

Vo MDD Gtk Brizleir RS OB FE R

WEAR SR O IEHLRIZ LY FGFR2 i (= FISH
WA DLENED BT RENED 5 50
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(A, C) large duct type (LDT). (B, D) small duct type (SDT). (A, B) fkf551{%. (C, D) ™4,
LDT (& PRI ET P & 20 & U Cy Rtk VRV AR % 523 % 1 PR B B2 T 05 0 i o0 A7 IR A B %)
L. BT 25 I8 TH 5. SDTIMFFEENE T & L Car i IRIES ML o /N RS IR~ 3%
REH % B3 2R % 7R’ o



