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morphology

immunohistochemistry

molecular genetics

ATRX retained

IDH-mutant

ATRX lost

Codeleted

Oligodendroglioma,

|IDH-mutant and
1p/19g-codeleted

g
Mon-codeleted

Astrocytoma,
IDH-mutant

DNA
sequencing

*Three
requirements

MVP: microvascular proliferation

* Three requirements for molecularly defined glioblastoma
TERTpromoter mutation

EGFRamplification

Chromosome 7 gain/10 loss

GBM morphology (+) and *54 y.o.

IDH-wildtype

Diffuse glioma, IDH-
wildtype, NOS
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MVP (+) y
necrosis

at least one

Glioblastoma,
|IDH-wildtype

Satomi et a/. Pathol Int. 2024
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PROMISE (Proactive Molecular Risk Classifier for Endometrial Cancer)

Model: MMR IHC/POLE mut/p53 IHC
(n=143)
o

MMR IHC abn (n=41)

S
5
Q/é‘
)
QO
POLE (n=12) p53 missing
PO_LE—(W_) 06‘ llll.lli’ Unclassifiable
A (n=2)

- 131 -

Talhouk A & McConechy MK et al. British Journal of Cancer. 2015.
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« FFEIXRMOBR (AGESZET)
> IHC:5,000M /#&

> FISH:20,000M /4K X | #METI26,000- 10,000/

> DNA$hE : 1,000 /H> 7L (%) §§ E;‘?Z'%"ﬁiﬁgg:? L

» PCR:,000H/7>7)ax> X4 SMET57H A (Sanger)
> Sanger:600M /7>7")a>

> Nanopore:35 /5> (%2)

> NGS: 12~ 1558 (%3)

o BRRET:SNVIZ—2 D 7> 7)) a2 THASH POLE(EE DY MRRY IX4) X TP53(%
BBy AR Y M) IIEROT7T) AU BEYR S S

24 : MEBGEN™ BRAF 3 Fw |~
% EEES © 30500EZX00044000
d %— M E B G E N '/i 5 OOO VAT FEAEN : BEEEN SHEHUZDNARDOBRAFELETES (V600E) MEH (FI5 727 A LEE

RURSAFZT TAFILRLATE FIOEHEESEE OEICHEDHE)

BITERE : PCR-r350i%

#5285 5,000 =
D004 - 2 EEREREE | EHERERTFEE O JUENEHLED

-132 - + EfEE RERUABEZREEC. ) [LBITZBRAFRELETEE (PCR-r3S0E)
4 EEU ) EBICHS T EBRAFEETERE (PCR-rSSOE)



<t

"k
>

2% BN EVRIR =

DO06-19 H°AY /L7°a774) > THRE 44,000 + 12,000

DO04-2 EMFEEMMRE 1 NEBIEZ DD (1) 2,500

(4,000/6,000/8,000)
DO04-2 BEMFEEMMRE M NEBIEZ DD (1) 2,100
X - 5,000
- =0 = 4H % A [ S Tt F > ’
D004-2 EMEEMAMIRE O ) NENEMHLLD (8,000/12,000)
DO06—24 FhizEE B 1= F %18 B B FR A 12,500

NOOS5—4 IR2YFBIEI > /NI RERE (REIRAE) RIBMAMBERER 2,700

NOO2 fi& & (figiniik) ImIBaMmIEAMER 400

D006—5 £ EBMAMRE (2 THEREEL.) FISHEZRAWIEE 2,477
D006-4 EZFHIRE (REBEHLLN) 3,880
DO06-4 Bz FWIRE (REEH L N) 5,000

DO06-4 BRFHIRE (B THEMLLD) 8,000
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BiEF /NIRRT ZA-mZRBIEDMolecular classification DI E

: @R —2s Tz (BIEB)
Glioma (HE, IHCI=T)
—  |DH1, IDH2, H3-3A, H3C2, TERT
BEF A FVRE (MAEETEAD) O —%# (FISH) 2-512H
Histone H3 (H3F3A) Mutant \—’ 1plq, 19p19q, CDKN2A, EGFR, PTEN/
@ (H3 K27M, H3 G34W) et
| |
+ ) Y
Diffuse midline glioma, @ IDH mutation (IDH1, IDH2)
H3 K27M-altered | |
+
(3) 1p/19q deletion IDH-wt diffuse glioma
| | |
+ Astrocyt i
_ ) strocytoma @ MVP or necrosis or
Oligodendroglioma, IDH-m TERTp-m or EGFR amp or PTEN loss
G2, G3 |
MVP or necrosis or I |
@ CDKN2A/2B HD + -
| | Gliﬁrgﬁstﬂma, IDH-wt diffuse glioma, NEC
-wt
+ -
Astrocytoma DFHBBEZHT 7L 2 X LRNERRARIEE ()
JB]S[:rHD.Cn}:tOGnla IDH-m éz or G3 - 134 - AAREBFSREEL T2 WGFIEZ/ERSWG

2022.12.26 verl.0



fivd A 5% {18 3\ AR AT

D H3-3ABLUH3C2ZEE - 4,000%
@ IDHI B LUIDH2ZE - 4,000%
@ Ip/19qg FISH - 2,477 %

@ CDKN2A FISH = 2, 477 %

® TERTZRE.EGFR FISH. 8L U'PTEN FISH
- 2.5005 42,4775+ 2,4775=7,4545
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ficd B B3 AR AT O R b 0D EE R

(Y2 ik Ay — BT DIBE (NGS)
« BV VBT, IDHEF AR A4S « CGP
D+@=8,000% 44,0004 + 12,0005
- BOBMA LU RS C L, =56, 000,
DO+Q+Q+®+®=20,408 % . 0 FIRIEBRBAT

(5B
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BEF/ARIVEEZ A -REEE - 4% #5 8 D Molecular classification D& 3

Grade 1 Grade 2 Grade 3
Meningothelial meningioma TERT promortor mutation

AKT1, TRAF7 or SMO, PIK3CA

CDKN2A/2B HD

Secretory meningioma
KLF4, TRAF7 Fibrous meningioma

Transitional meningioma
Psammomatous meningioma

Chordoid meningioma; Loss 2p
Clear cell meningioma; SMARCEL1
Papillary meningioma; BAP1

(@R — s T2z (915 8) N Rhabdoid meningioma
—  AKTI1, TRAF7, SMO, PIK3CA, KLF4, Atypical meningioma
Schwannoma; NF1 or NF2 SMARCE1, NF1, NF2, TERT Anaplastic meningioma
o —# (FISH) 318H
\— 2p, 22q, CDKN2A ) pTmmBETATY X AEEEANEE (B
— AARES 2SR T RIWG BB /FHSWG

2022.12.26 verl.0



BEF/ARILVEBREZRAWN-AEROH8E T EE DMolecular classificationDigE

i - KEEMEROHERIES

I
BEFAFARE BEEEFERYT)

i | [

NF1 mut/loss AKT1, TRAF7, NF2 mut |
SM O; PIK3CA Loss 22q NAB2-STAT6 fusion
Meningothelial meningioma I
Schwannoma | |
KLF4, TRAF7 Fibrous meningioma TERT mut
Secretory meningioma Transitional meningioma CDKN2A HD
/T/DJ'J*‘/—7I‘/7\ (918 8) "\ Psammomatous meningioma  cp . 45ig meningioma; Loss 2p
— AKT1, TRAF7, SMO, PIK3CA, KLF4, Clear cell meningioma; SMARCE1
SMARCEL. NF1. NF2. TERT Papillary meningioma; BAP1

o —#2 (FISH) 318H

\2_2P. 229, CDKRZA __/——

SFFRBZK 7L T Y X LRKEERARIEE ()
136 - AAREZFSREBRE T 2MWGFIEZERSWG
2022.12.26 verl.0




2023 FIGO staging system:

Integrating molecular markers (when known)

¢ EGCFEEDEEIZE-T, FIGO stageBNEEH LS

Stage designation Molecular findings in patients wit@ndometrial cancer (Stages | and [Uhfter surgical staging)
Stage IA POLEmut endometrial carcinoma, confined to the uterine corpus or with cervical extension, regardless

of the degree of LVSI or histological type

Stage IIC N p53abn endometrial carcinoma confined to the uterine corpus with any myometrial invasion, with or
without cervical invasion, and regardless of the degree of LVSI or histological type

m....for “molecular”

molecular classification (but does not change FIGO stage)
goal: data collection, therapeutic implications
FIGO stage Fl G(e)xf;:f les:
according to surgical/anatomicaland 4+ M o F1GO IIIC2I\Ar'\rA1Rd
histological findings molecular classification p53abn
2023.12.18 C139- FIGO IHATmygyp

EANRFE, FARFERTA F &Y Int J Gynecol Obstet. 2023;162:383—-394.



2023 FIGOIZE DK FENEREDBEARAEBEAT—L

COHICARMRILEREERIBRET
£ R Fl HmED lstige_ 1A _EE _ eang — %7 BB (IICm ps3abnF) S FN TS
fﬁ&*ﬁﬂ’]‘ft%ﬁ‘fl
\/ E> E> . 7 » S OISR R AR LR SRR
|StageIB -l [> i - o» L FREHLE(AmPOLEMUE)NE
» I FhTLB
Endometrial carcinoma ~

~ | Stage IAm POLE mut :
| Stage IA1 I [> P—
' Stage IA2 I B AT PR TR St
- : Stage IA3 I DFERIZKY., F
FIGO2023(<f o= FR BB IR F BRI LB - = N\ | RBROWME. FELR
BT RBET DBEFER > —4 T 2 : TP53, POLE HEEES OO
L (ZNZNI0HFT. J0PFIOY > H — EARE) =& BQoLE %
MMR (MLH1, MSH2, PSH6, PMS2) OMMR&EZHRILS 4RE EHIT5
TMB-H (F{€100LL L DB FHEBTDH @MS
Y RASLE) @OTMB (CGP?)
MSI (FAESH AT L E DY) E—EE) - 20231218
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F B ¥ aAE B BEAT

D TP53LLUPOLE — 8,000%

@ MMREZMMLE 41EE > 2,700
@ MSI - 2,500%

@ TMB(CGP?) — 44,0005+ 12,0004
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1B 3 Bt 3% & —¥ERET D35S (NGS)
. TMB:ARAF L7\ L 13,2004 . CGP
. TMBO=01CGP%{#3¥ 69,200  44:000= + 12,000,

= :56, OOO,‘{-\E\

.+ 5 F IR
(5 E



-E;;,LTE ‘qXFa:ﬁ I /\\N\ *i /-:HEO-) & _|.f 'ltl:

« IXPER TS FRIBZ BT D/-OIC—FH 7<) 8,000-20,408 5 DR
fRE &8T5,

« FENAEETIL, J"IE_aé\LﬁODf—&')k BFl47=4)13,200-
69,200 5 DIRER =BT

« D FIRIBZMTIIHZA20, 0000 EH TH 5,
 CGPZR W5 —fBldH7-)56,000 R & T 5,
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- FRIFEEIL MEEIL4,00061F12E. FEMEL. 19,000472
ErRELLMNS,

- BRI EENT S,
AXREE: (2,000x80,000M) +(2,000x204,080) =5.7/8 FH
FEMARE19,000A x 692,000M=131184,8007 F

c DFREZEEZEANTINUI . &ZATD
(4,000+19,000)x205 A=4615 -
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