A

cancer
gastric
bladder

M |ungAdeno
lungSquamous
ovary
colon

W headNeck
kidneyPapillary

M cervix

W uterine

M endometrium

40 60 80 100

% of amplified tumors (red)
20

17p HER2 amplicon 17q
I
:Ti 11 EET nmmil ] "
] lI-l - 3 ]l- | [IEEE _] ax
1 !
H . |
[} - 'I ! !
= ] mn 1
- I om
l 1 1 | \‘ 1
- 1 .
I | |
| |
|
|
i '
n I:.Il ' l] -~
i} i
: II mm . : 1]
| - . . " . ERal e[ i |
mun I e
] ﬁ —IJ‘ LN )

|
“5 -H%;_—-I

IIEEEEN B s 1 1 b

|

B 17q: 35-40Mb
Broad pan-cancer HER2 amplicon
Core pan-cancer HER2 amplicon
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02 B HER2A Non-HER2A
;° Chromosomal instable 21 (16.4%) 107
s Epstein-Barr virus-positive 3(12.5%) 21
4 Gastric
2 Genomically stable 0 (0%) 49
0
Microsatellite instable 0 (0%) 58
17q diploid
| Papillary-like / luminal 2 (5.1%) 37
Il Luminal 3(7.9%) 35
Bladder
Il Basal / squamous-like 2 (7.1%) 26
\Y; 0 (0%) 15
CMS1 0 (0%) 33
CMS2 3 (4.8%) 60
Colon
CMS3 0 (0%) 32
CMS4 1(1.8%) 55
179 gain Differentiated 4 (3.9%) 99
Immunoreactive 3(3.5%) 83
Ovary
Mesenchymal 2 (2.2%) 89
Proliferative 2 (1.8%) 107
17q . o
S amplification Atypical 2 (3%) 65
Head & Basal 0 (0%) 82
)
E Neck  (Classical 3(6.1%) 46
=3
» Mesenchymal 1(1.4%) 70
S
E D Not significant B Significantly up  l Significantly down
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