Supplementary legends

Figure S1. Relative expression level of TRIM11 thyroid cancer cell lines.

Figure S2. Pulldown assay reveals direct interaction between TRIM11 and YAP.
CALG62 cells transfected with Flag-TRIM11 were lysed and lysates incubated with

GST-YAP or GST protein. The interacted TRIM11 was detected via western blot.

Figure S3. TRIM11 increases the mono-ubiquitinated YAP while decreases K11-
and K48-dependent polyubiquitination on YAP protein. (A-I). HEK293 cells were
transfected with 2 ug Myc-YAP plasmid, 0.5 pg Flag-TRIM11 plasmids, and 0.5 pg
HA-K®6, -K11, -K27, -K29, -K33, -K48, -K63, -KO0 or -Ub plasmids. The cell extracts
were immunoprecipitated with HA antibody. The specific polyubiquitinated and

mono-ubiquitinated YAP were detected via western blotting analysis.

Figure S4. TRIM11 increases the mono-ubiquitinated YAP and decreases K11-
and K48-dependent polyubiquitination on YAP protein via its RING domain.
(A-D). HEK293 cells were transfected with 2 pg Myc-YAP plasmid, 0.5 pug
Flag-TRIM11 or its deletion mutant plasmids, and 0.5 ng HA-K11, -K48, -KO0 or -Ub
plasmids. The cell extracts were immunoprecipitated with HA antibody. The specific
polyubiquitinated and mono-ubiquitinated YAP were detected via western blotting

analysis.



Figure S5. YAP depletion inhibits anaplastic thyroid cancer cell proliferation and
migration. (A). YAP depletion inhibits the cell proliferation in anaplastic thyroid
cancer cells. (B, C). Representative images of EdU assay of anaplastic thyroid cancer
cells. (D). YAP depletion decreases clone formation capability of anaplastic thyroid
cancer cells. (E). Wound-healing assay of anaplastic thyroid cancer cells. (F).
Transwell migration assay of anaplastic thyroid cancer cells.

* Pvalue < 0.05; ** Pvalue < 0.01; *** Pvalue < 0.001.

Figure S6. TRIMI11 regulates the anaplastic cancer cells response to
chemotherapy. (A-C). CAL62 Cells expressing indicated constructs were treated
with doxorubicin, and cell survival was determined. (D-F). KHM-5M Cells
expressing indicated constructs were treated with doxorubicin, and cell survival was
determined. (G). In vivo xenografts generated from CAL62 cells expressing an empty

vector, TRIM11 or YAP-targeting shRNA and treated with doxorubicin.
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Figure S3

i




5 &

5
& S

9 .. )
o SIS o S IS5 N s o
RO S S S S S & SS S
SEESE s S8 S8 SESS S & &
@ FFFF @ PF S @ B F P S @ FF FF
B wmnitris B w15
o o+ o+ o+ wevar + o+ o+ o+ o+ wewe + o+ o+ o+ weve + + + + + 4
wer + b+ b+ o+ we o+ o+ o+ wo * b+ 4+ merz o+t
TTTT T
|
1P My 1P My 1P My e o
e fates el i
pam—
i i e G
ot ot ot ot
o= 55KD 55KD S50 KD
Fiag-TRIM T *® ) [Fiag TR "40KD Eop— 40kD _— 40KD
tyevap [ ————] 70KD Myevar [ — 70KD yerp weve [0 EDEDEDE WS 70<0




F|gure S5

caLe2 KH5M
& - Scotrl % -+ Siconiol
o svapien 2 P
R ~swem E + swpimz
F g
8os 8"
as
W 0]
Tine) Timefh)
D cALe2
SIYAPTH#1
CAL62
NC SIYAPT#  SIYAP1#2 oman
KHM-5M

SIVAP1#1 SIVAP1#2

caLez

Wound healing rate

iControl SIVAP11 SVAP1AZ

SIYAP1#1

SiYAP1#2

KHM-SM

aontrol SIYAPYHS SYAPIS2

CAL62 Hoechst Edu Merge
NC cALe2
.
S
B
SiYAP1#1 fa
&
wcontol SRR SR
SiYAP1#2
KM
KHM-5M 0,
Fu
Ne
H
i
SIYAP1#1 Scanirol SNAPYET SWAPHEZ
SiYAP1#2
causz
Ne SIYAPT# sivAPt#2
CAL62 b
oy SnAp T SAPYE
SIYAP1#1 SIYAP1#2 S
KHM-5M




Figure S6
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