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Tumor mutational burden analysis:
implementation in routine diagnostics. TSO500

éz high TMB
ﬁ

® High TMB in MSI positive and POLE-mutated tumors
®  Wide range of TMB values in other tumor samples

ns-TMB (Mut/Mb)
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tumor cell
. Highly intra- and inter-laboratory reproducibility
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f% " . % TMB, MSI, CNV & mutation detection possible in 1 assay - 20
5?wa—r§’%mr ng DNA

2] - Yo ** TMB results are highly reproducible

f ﬁ”ﬂ ¢ Minimum acceptance criteria for DNA quality, DNA quantity
bores © and tumor cell percentage should be defined when
Uf“i“f’_~ "] evaluating an assay for TMB assessment

Vem o w0 punmsiage

TMB is influenced by tumor cell percentage in cases with:
®  Defects in DNA repair

Lung cancer series in routine diagnostics (n=58)
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STK11 Mutations are associated with lower PDL1
expression in lung adenocarcinoma

STK11 Mutations Are Associlated With Lower PDL1 Expression
in Lung Adenocarcinoma
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¢ 104 Lung ADC
** NGS + I[HC PDL1

NGS GENOTYPED LUNG
ADENOCARCINOMAS

N=52

PDL1 STATUS

s PDL1 expression is lower in STK11
mutated lung ADK compared to STK11
WT tumors
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NGS in TRK/ROS1/ALK and other rare gene fusions detection
— a single institution experience from clinical trial

COReration sequencing s TRIROSL/ALE and other rare pera hnions Setecton

'E Newt
- 2 vnghe Wataution eaperience rom Clm sl

A Dyt L g ' W Wt A s O A e AT i Pamte WS

F
:

B Sem— o—— -
| P gy . v A
et e e St ey
— WY s N e
O — p— T ——— -
B et i A
(W

L S— g p—
Wiy S e S o —~——
et o o ot
hanad

| e gt e e T Bt b b

e Mg Mmoo peate

—— . —— ot -
e e e e

P | o of - ot o o5

D i

%

- . ———
P i)

——— e e -
— g - ~

.

N

v " ot (pon TR WA
D e b e vhmnte rogeiie e e
T B e

- « €0 e wgried
~ - * - € vty ot
P - - < Vedie ——al e

5
1

SR Ly 2 Lo 3 AAAES.

LUNG (ANCER
UPDATES

ECP HIGHLIGHTS

|

s 1121 FFPE samples
s Excluding: EGFR, KRAS, BRAF
s Cocktail IHC assay: TRK+ ALK + ROS1

e —— = = -
1. Type of Fusion detected by  Number :
| NGS of fusions Histopathological type
| 480/1121 (43%) detected

| samples were positive in
IHC test and included to
NGS analysis; in
| 34/1121 (3%) functional
gene fusions were

signet
lung, me

found (Table 1) KIF58-ALK 1 NSCLC, Adenacar
including direct CD74-ROS1 2 NSCLC, Aden:
cludi
localisation and SLC34A2-ROS1
characterisation of ,»u,-j.
: . 32 f I
breakmg points, fusion

identification of known
and novel gene fusions
and detetcion of known
and novel gene
partners.

Utenine leiomyosarcoma

Inflammatory myofibroblastic tumar

Fig 3. Example of
functional fusion

TABLE 2.
Identified functional fusions

noma Papillare
TPR-NTRK.
MYHS3-ROS1

w Papillare
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