Table S3. Tandem minigene (TMG) constructs

TMG | Mutated Mutated® Minigene Amino Acid TMG Amino Acid Sequence
Gene Sequence
il ALK RVLKGGSVRKLRHAKQLVLELGEEA RVLKGGSVRKLRHAKQLVLELGEEAQNAADSYSWVP
CD93 QNAADSYSWVPEQAESRAMENQYSP | EQAESRAMENQYSPTSFLSINSKEETGHLENGNKYPN
ERBB2IP TSFLSINSKEETGHLENGNKYPNLE LEFIPLLVVILFAVHTGLFISTQQQVTESDRPRKVRFRIV
FCER1A FIPLLVVILFAVHTGLFISTQQQVT SSHSGRVLKEVYEIYNESLFDLLSALPYVGPSVTPMTG
GRXCR1 ESDRPRKVRFRIVSSHSGRVLKEVY KKLRDDYLASLHPRLHSIYVSEGYPDIKQELLRCDIICK
KIF9 EIYNESLFDLLSALPYVGPSVTPMT GGHSTVTDLQVGTKLDLRDDKDNIERLRDKKLAPI
NAGS GKKLRDDYLASLHPRLHSIYVSEGY
NLRP2 PDIKQELLRCDIICKGGHSTVTDLQ
RAC3 VGTKLDLRDDKDNIERLRDKKLAPI
2 RAP1GDS1 | VKLLGIHCONAAITEMCLVAFGNLA VKLLGIHCONAAITEMCLVAFGNLANLRKSSPGTSNK
RASA1 NLRKSSPGTSNKCLRQVSSLVLHIE CLRQVSSLVLHIELGRLHPCVMASLKAQSPIPNLYLTG
RETSAT LGRLHPCVMASLKAQSPIPNLYLTG LLPIHTLDVKSTTLPAAVRCSESRLMTMDNFGKHYTL
SEC24D LLPIHTLDVKSTTLPAAVRCSESRL KSEAPLYVGGMPVMTMDNFGKHYTLKSEAPLYVGG
SLIT1 MTMDNFGKHYTLKSEAPLYVGGMPY | MPVHDGPFVFAEVNANYITWLWHEDESRQAKEDFS
TARBP1 AVDVEGMKTQYSVKQRTENVLRIFL GYDFETRLHVRIHAALASPAVRPGICPGPDGWRIPLG
TGM6 HDGPFVFAEVNANYITWLWHEDESR | PLPHEF
TTC39C QAKEDFSGYDFETRLHVRIHAALAS
POUSF2 PAVRPGICPGPDGWRIPLGPLPHEF
3 SENP3 VAQELFQGSDLGVAEEAERPGEKAG VAQELFQGSDLGVAEEAERPGEKAGGTATTLTDLTN
LHX9 GTATTLTDLTNPLSL PLSLTHIRRIVPGAVSDGRMGSWRAPPTLSVPASPLT
THIRRIVPGAVSDGRMGSWRAPPTLS LLQSHFRQQARVRHLSQEFGWLQITPPGIPVHESTAT
KLHL6 VPASPLTLLQSHFRQQARV LQHYSSGWAEKSKILSPDSKIQMVSSSQKRALLCLIAL
RHLSQEFGWLQITPPGIPVHESTATLQ | LSRKQTWKIRTCLRRVRQKCFTLLSPQEAGATKDECE
AR HYSSGWAEKSKIL GEEGAAGSRDLRSWVTEETGMPNKASKQGPGSTQ
SPDSKIQMVSSSQKRALLCLIALLSRKQ | REGSLEEIPGLTNIYKLLTSVWGLLRLWVWGPALAFT
PDZD2 TWKIRTCLRRVRQKCF SCVTSEIAMRLL
TLLSPQEAGATKDECEGEEGAAGSRDL
HLA-DOA RSWVT
EETGMPNKASKQGPGSTQREGSLEEI
LONRF3 PGLTNIYKLLTSVWGLLRLWVWGPAL

AFTSCVTSEIAMRLL

*Red and bolded denotes mutated amino acids and neo-sequences encoded by point mutations,
or nucleotide insertions or deletions. For splice-site donor mutations (HLA-DOA and LONRF3),
we designed mutant minigene transcripts that continued into the downstream intron until the
next stop codon, based on the assumption that the mutations prevented splicing at that site.
The splice-site acceptor mutation in DIP2C was not assessed.




