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Consensus on Interpretation of Clinical Reports for Next-Generation
Sequencing of Tumors

The Oncology Expert Group on the Interpretation of Next Generation Sequencing Clinical Reports

Abstract: With the development of new therapeutic drugs and the optimization of multidisciplinary comprehensive
treatment models, traditional pathological typing and detection methods are no longer sufficient to meet clinical needs.
Next generation sequencing (NGS) has become a commonly used detection method by Chinese oncologists. In order to
further assist clinicians to understand the annotation and interpretation of variants related to clinical targets or driver
genes, sort out the logic of NGS reports, and improve the capture of key information, The Oncology Expert Group on the
Interpretation of NGS Clinical Reports performed careful analysis, discussion, and summary based on the latest progress
in NGS testing at home and abroad, and added some examples of NGS report interpretation, as well as interpretation of
homologous recombination deficiency (HRD) and minimal/molecular/measurable residual disease (MRD) related content
according to the “Guidelines for the Interpretation of Next-Generation Sequencing Clinical Reports”, and formulated the
“Consensus on Interpretation of Clinical Reports for Next-Generation Sequencing of Tumors” to help clinicians make the
right clinical decisions.
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W] 5 4 & & Bt (homologous recombination
deficiency , HRD ) S SEAAIEE G/ N 43—F1a] 0 2 5% B
%t (minimal / molecular / measurable residual disease,
MRD)AHICN 2, il 1 g — AR i R 5 fie
PR, B 7EAE Bl R B2 A= i B NGS e 4 ik 15232
e PR ATUBOC AR S, 7] S AT B AL REAS TE 4 11
F L P 2 A B P BN IR A T e BT IE T Y
I RERHE, Sy B8 257 A B 2 A e PR A A

IE X

T e B PR 4H rp R BB AR AT IMA
YR 5 AR , HA I Z2 SR AR A I AR 57 X NGS
W E B 2 FE AR 57 (genomic alterations , GA ) #F
AR SE AR 2 — T R PR AR, X B A S
BTG BAZ R AR 5 (single-nucleotide variant, SNV/
single-nucleotide polymorphism, SNP) | % i Bt fi A/
B 2K 5 7% (Indel) L HF (Fl5 ) 95 DLBUE 5 (copy
number variation, CNV ) 5 FiAh &2 2o AR 25 0 43
5 S TR A 2 Rl R AR OC L 02 0r FIRYT
TETEREAR Y i 56 PR (B IE BT A i 8 AH G ik
PR K A 28 S 2 Sl (TR ) HRE 78 S, BE 22 0
PRI A% S 9 TG A ) A 2 e PR S BB
3 H 0 A3 AT R A R, 7 A T R s B T
Q] K B | TRERA 0 i R 6% ik e e A 2 S
R AL Ay i PR B A T O T S R
WY 25 K9 46 15 UE $i) &5 (structured evidence - based
reports ) , 1F 78 75 Bl U 222 L AR YR Il AR HE
B BIK ) e R AR A4 200 i 42 S 13 R S M 132 NG Hi
A S R PR SR | PT H  y FL  Jo i AE i 3J
TS NGS i PRAR 45 i 324 URS 51, I 39 i HRD &
SEAAJE MRD AH S A 12 A2, LASE I G 45 [ P4 A0 o
ik
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BET NGS HAAG I e 5 1A 48 78 S ) S5 6 7
AT HESE LR LA 2R BEAS R A I o it
Pl CDNA 12 50, SO w5 | I R B DA 4 Bl A
o MICE o M Al — 2R o 3 AR - A2 5 R
5 (variant identification ) | 48 5 73 & M i JIE (variant
VARSI R A 2
(interpretation of clinical significance) ., H:H1 A8 5
P R A g 22 h AR A B e T RSB T
AR figp 132 WU 5 B T AR B PR B RS Y AT A

annotation and prioritization )
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WEPE SO 2 BAE NGS e v
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2 28 S 9 s A A 152 , B0 455 2017 4 5% [ 431 B
2710 2 (Association for Molecular Pathology , AMP)/
& [ I IR i 988 2% 25 (American Society of Clinical
Oncology, ASCO)/3E [E %% B 2% ¢ B 25 (College of
American Pathologists , CAP) 5 & il 22 1 4 20 ffg A%
S AR SRR R 5 2018 4F KU e lj‘]ﬂ’%/i\(]zuropean
Society for Medical Oncology , ESMO) & i 19 43 T
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AT B - IR B8 AE o0 (Memorial Sloan Kettering
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(Precision Oncology Knowledge Base, OncoKB) il
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Tab.1 Categories of clinical and/or experimental evidence for the interpretation and reporting of somatic variants

Wi EAE
A
Al %% NMPA FDA sl [ 5¢ 245 W 1 T4t e
A2 LI RFE S (11 CSCO 12¥7 #6875 NCCN I R 32 e e ) #E 77
B L HA G AR llﬁfﬁﬁﬁ%( m :mﬂ%?&ﬂﬁﬂaﬁ@a‘éﬁ%llﬁfﬁﬁ% TR T AR
ERL T/ TG AT ) TE S BRATHZ 08 4 5 29 (A TASLC 46 F-H3)
CY
C1%% EVN SRS &S
2% ELE 224 i R 5 9 A 2L 1
C3%% AR RN A G (2538 N IE I 245)
D%
D14 TR 25 119 1 A 9141 3 S 45
D24 I P AT IE 5 %

475 : NMPA : National Medical Products Administration , [l 5% 24 i i B 4 3 J&) ; NCCN : National Comprehensive Cancer Network , 3% [ [E] 37 £ 5 Ji
SE M4 5 TASLC : International Association for the Study of Lung Cancer , [ R i fiff 53 2% 25

ESCAT 2 Hi ESMO % fLF 58 FKG % 12 24 1A
2 (Translational Research and Precision Medicine
Working Group, TR and PM WG ) % 2 & 57 i 3 F
I R AR AR DG i B A Sl R A3 2 R 8, T
2018 4F K 3% LN AE 01 6 14 - 1 4%, aT
T L PR S B S, NFLIRRE R HER2 3 1 AN

AE /N 40 9 il 955 (non-small cell lung cancer, NSCLC)
) EGFRURGEAS , Horpr T -A 95 A48 J& 3 T s %
I PRAF TS A T & A A7 4R 5 I R AR 2 A8 28 A
I 2%, A Uk 22 W AR BB 32 45 T80 0 M 1] 3R
J7  (BATY S B 2 RAE RS, 4 PI3K G 3 B AKTT
PTEN 5872 5 W %%, 75 At 968 26 2 (it A 32 S8 3 e
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A2 ) i RS PR AR 2 8 A P B PR 2 5,
NSCLC LASMMEE b i) EGFR 19del 2875 ; IV 4%, AUH
ek PR HT AR SRR AR P Y A A8 5 5 V 40, RS
e WIET X I AR S (0 B8 W) IR T AT R4S WL G2 i
B 5 = A il K & SR A7 [ i AR A7
(progression-free survival , PFS) 8y A Az 77 B (overall
survival , 0S) [k %5 , B AT SCRFERGIRYT SR MG s X 9¢
CL IR S B = M R AN B (i AR o TCIE I SR ™), A
W)l R DR

OncoKB J2 1 MSK Jgi i 0 4 37 (19 45 1 227
iR B P o 2B IR B TE AR LT AN By TR
I 1) PR 2H 8 S R DG AR L DAY Bl Il A B AR gk A
RITUR . BT FDA (NCCN  ASCO $ 5 % 1
JEGE R B AR A SRR | DA BB 9 B G/ N I
WL, REAS [v] 28 S (%) 245 40 5000 A A8 6 A TR 4326
172 9% , FDA Al | 8 BN 0 2 Wi PR A7 1 (standard
of care, SOC) A=W Hr ) , W FH0IN 705 22 PR 15 55
TR AR 24 W S AR 5 3 G, BT Il R I
5 DN AR 24 0 0 AT A B i RN L AR
AT 24 ) S I AR S5 4 G, R A X i R I e
B H AR 259 094 A IR 2E W 27 3 L B0 R
AT 245 ) SO Y 7S S

2 NGSIREMIZRIGKRAEE

— I B TEIE R & T S, T B TR E
3 B ST PR A T R PR PR AE S, 5 3 X I A
PURE R it B SCER A A5 2 B0 L 20 9 Bl AN
AT 50 2 BILA A Ak R Ak 2 o AR .l AR AR R
O3 M U R R DR A S U TR RS L T R
7 S RN e R i 132 R PR R AT A8 S b TR B T
B, % BT B2 A 45 K8 Ak NGS I R4, fre 2% 3L
PEAT R 15 B S0 i PR R 5, NGS 1 fif 152 R SRR
PEULPE 2,

21 SX“EMRRRE"WRIZIEE

il PR B2 A= T 13 (A 200 B A e A B A
CRI 1 A3 A R REAGE H3 AT T i 98 145 200 if 58 75 ) 1)
I S TR LA PR -

(1) ZE AR AEAS 2 b Jg 2H 21 L A1 o 1 406 BF % 2
DNA (circulating free DNA, ofDNA ) ol HiAth ; 25 & H
A PG B SR FIRST L LS IR A T R
FH A IR Ay, DNA AR R /s g L
A AT RENR T NGS #Y LOD,

(2)FEFE NGS panel (JEHZ /UL &K 24
A R A XY /N panel) & 75 5 RRE 1 IR

2022 445 22 5 2 1
HRAFHVCEC , B2 e & UL AR S5 )& 75 BE 9% 1% panel
2
HiiiNe)

DALl AT DAHS B AR AT, 2 4B 45 S 02
PR X LA P A B AT BRI R, IR X R PR AR
HRTREPER . Hen 13 fAS 4 B AR 5, SR panel
Bz g Bt 55 b P A BN X, X H AR
ST LS S T 26 BE >90% , IR Y4B, AR AT fig
AR 7R e 4 B A A A AR B Al St R] (£ 25 T 422
Z A B TR IR T ) F BORE A 1L 1) 478 25 i g
DNA (circulating tumor DNA , ctDNA ) & M AL A ik
RS- 15 19 LOD . 3 b “ 4= BH 7 AN B Sz 1 fir 3 & P
HAR SRS A BEFE R “ P RADRES R T Y
SR, R IS 42 B A5 T AR (R 2 AR 5 LA M oAl
58 FERE 5 TR —E W T 3505 A
22 HINGSHEHERERMEG IBFRIERT

KNMRA S RETFERENHNMBILZE

Rl A I Ik 9 s ST AAR TR v 34 R A
M, H Hf FDA K NMPA £ %} ALK, ROSI . RET
FGFR2 R NTRK1/2/3 %5l & 0 55 C 4 e T 250
N EFE R 259 . BT DNA I (DNA sequencing,
DNA-seq ) kI - 75 22 [R] 6 7 S5 40 i T AN & 7,
T PN 1 DX L AR X R R X, 4 DNA-seq
RGN SR UL  [] B o 6 35 PR T a1 PT R 2 A FE 2
T, NS TREE KR, panel B HEA:ME L4587
5o PRI DRI 7 4 Ty A TN R ARGz ) 4 v 4 T
=, RNA M JF (RNA sequencing, RNA—seq) R A
W%, F A SE SN RE . RNA-seq B HAL Y, A H
Tl RN o

MET 14 F) % ¥ Bk 52 28 A48 J2& 2 W i NSCLC
9K 3 2% 5, 29 3%~5% 1) NSCLC #5°H MET 14 51 2.
T kg A H AR C L tepotinib 16 I7
MET 14 5} 5. 7 BEEE ) NSCLC [ #4 . FDA Bt i
capmatinib | T MET 14 5 {8 ¥ Bk {32 /) NSCLC &
. FIRFE O3 NMPA e T 454 MET 14
A1 5T R A R 30 NSCLC # . i T MET 14 4b
BT A e B N Sl N 73l | N T A V8 i ) 0 N8
VN & F 383 AL, 5728 43 A (1) XS 3z, i LA
DNA g 3 it i) NGS 45 it 4 35 9 X303z, —
HURBE 4 17 56 X B8 28 748 1 X 38k, ] 8 4 1 i T
Ko Ti7E RNA JZ1f F, MET 14 4N 1 & A4 =78
S FECEA 145588 F BB, BRI 2446 10
FIMET 135 B FJa #0215 58 7, st ae it
HIAFAE 14500 B T Bh e 2848 | R 6T 7 5 X Sl
N NRalict o
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MSK JgAAE H o 14 1 35 REAS fili B S T 5 o,
FHl DNA 3 47 NGS {ill ] (MSK - IMPACT 468 genes
DNA panel ) , £ 5 09 3K 2 5 B BH 4 % R 76.6%
(1933/2522), Hrp gl & FH % %8 7.7% (195/
2 522) ,MET 14 4h 5 FBki32 5 A8 BH % 4.7% (119/
2 522) . FF DNA-seq Kl > B 2h 5 R A8 S5 [ 14 1
232 5| . F  , 48 RNA-seq (MSKCC-Fusion ) 346 il
37 36 BlRlG M MET 14 4b 5T Bk 578, ol
& B 5 R 30101, 6 1] MET 14 4b i 7Bk 2875
Forbo10 (1 £ H2 32 T AH R B IR YT 6 PR AR £5 %
80%'"' ., 2020 4 ASCO L/ A T 1 HimE5Y , i T
DNA A 5 RNA A XF MET 14 7 g F Bk 52 58 A%
(RG HH2R BIFSE B, AR X 644 15 il Figea 8 2 1
L DNA Jhy ZERf 9 NGS Al isf, 246 0 21 16 4] MET
14 408 T Bl i R AE (2.5% ) , 1 24 ik — 4 F LA
RNA g LAl 1) NGS 2 A XS T 1 DNA A6 ) BH A%
ACHE— LA, SCK TN 9 B MET 14 50 T
Bhiege A,

FTFLL LM, NCCN B NSCLC #5875 (2021 vl
Jid ) B, U SR DNA S I NGS H7 A 3 A 46
FI AT AT 9K 3h 2 A8 IF, @ IAD 78 L RNA S JE Al )
NGS AW, A3 B R fl 5 S MET 14 5b 8 B2
ARG R . ROk DL DNA 5 RNA K6 I AR 25 &
HARTR I Z A2k W K 25 ok 32 K o PRt 4
TR TR 04 A T 2 S, A R A S TR A )
J5 .

e R 122 A5 7E 22 3] 145 NGS PR AR 45 1, 7 R X
o kg th 1Y 2% 22/ HE 19 F B2 (allele frequency/
fraction , AF) } CNV %% DI 44 (copy number, CN ) f7
TEBEIR] . BT AR AAEAZE A, X AF M CN Ay 3
T REAETE—E 25
221 FETHLRAR NGS I

TN AF 4606 B 1 A 52 . 6 T 2 SR
GEAL AT DU T AN 2 2 AR X R R AR (B
HE) /9 AF DL RS v iy b 98 o B, R ) 7 322 AR
SETERR T R S

XEERTRAF= B xMERXTER
BEHEEX0S5(HERT)[H1.0(AERTET)/HIEE
MELOH]

— B BT, IR 2 e Y 2 A 0 R e
A 248 (40 EGFR . KRAS 1% fL 28 4% , ALK \ ROSI T
He) LA A& AR s (0 LR AR IR 7E 45
D1 S (AN EGFR 19del £E3 38 ) (5200 1 11

I FE R T BE SRS M (loss of function, LOF) 444 %
A5 AT 68 f T 2% A MR (loss of heterozygosity ,
LOH ) i A7 76 17 52 0 5w % o LU 94 3B 35 DLEICH
2 (9 LOH (M3 DU % LOH ) 7] 25 4l & 98 728 47
Fifyeg v B 7 b A A B T8 DL B 2% 1% LOH W B
INAL Z o B, 10y B i g A SUREAS K
NTRKI1 B HE(AE CNV) , AF 2 10% ; 1 9 B T4k
PERZBEA NI 5 HL 2 50% ; iR 4 A O HE (%
&R 2 G A ), A NTRK T 5 HE 1) fith 98 21 9 A
7 A iR 40 i 24 40% , 42 7% NTRK1 5 HEAU AT AE
TR L e . S8R, T BRIT AL A FF
ALK 13RI R, AR 58 AR R FE A 3 4 H
5 BRI 38 T BE 37 J 0 IR SR A0 A5 & T3, i
I BITARL 25 AL S5 | ol O R 9 AR 5
B 7 5 SR 00 T BEAEAE — 25 o T AR AR
To kAT BEPEAS B (R s LS B bR A ) | I H
BB LA REAS HoA: A8 5 114 85 1 28 748 “E T (maxAF)
oK S HE T RE A RS o5 B o ER AN 10 B R R AR Hh [
A A H KRAS G12D 2848  SMAD4 28 7% I NTRK 1 T
HE, KRAS 28754 1 maxAF 32 4 25% , [ HEIZREAS
IR o L2 R 50% , LA L R SRR PEAl NTRK T HE
(e R

FEROG AF FHXTBUE B M52 . LU AHROR
IF] A% 5 F A 6 = BE R AE T AR IR 245 B, Hedn
153 il Jig L R AS vy TRIREHAG: Y EGFR 19del FlT ALK
FHE, EAREE N 51454 B BEE EGFR-
i 0 TR 3% T 00+ 5] (tyrosine kinase inhibitor, TKI)
KIAIE YT s, FRATA BRI WT , % ALK EEHE N
FEAFVE TR 25 LI, 10T A EGFRIALK XU % B 983
TAN , KABEARBIE ST W, 0300 17 9 BB S ofDNA B
A oA HY 1% AT R0 ) TRK B HE (RS ) £ LA Se e
B X AEAE , BT L 32 T 28 28 maxAF (4 A% =F FEAIR
F50%.

B 5 X CNV [ 52 . CNV K SRR 41 F 3 4
S s RO T TR O I I (NS ==
T ZLVE L CNV A A 52 X, i Wy
15 CN K3 38 45 %0 (ratio ) o HiT & B 143 BEAS 42 B
) DNA Y& & % (42 & M Jgd DNA K2 3E B Jgd >k I
DNA ) H 6 HY A 52 32 B SF 24 95 DL 40 (IE % CN
F2) s EMEIE S 28 . 3T NGS K il
23 B CNV ) 3F £ 1E CN 5% ratio {8 5 ¢ Y6 JF 7
7% 32 (fluorescence in situ hybridization , FISH ) )
753 E 1Y CN A 5K ratio B 2 M /- fE 48R 22 5, 3 I
%2,
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®2 CNVAREMERK :NGS vs. FISH
Tab.2 Different reporting forms of NGS and FISH

NGS

FISH

DNA TR AW T TH4E BT
BIECND i 528 ON AL 3 AR )

PG E (Ratio)  Z3BE A [ 5E {2

SO TS ) e A 3 e i e A e b E bR
FE R 24948 DL BOK ST

G313 Sy T 9e 440 B v s i AT T A G 0 1 % € 44 T4
R 4] (chromosome enumeration probe , CEP) ANECCH T i
A 2 A AR TTRER T 2) , LL A HER2/CEP17

7E C 0 IR 40 B 7 L S AR, AT AE S DR
75 FORL I 40 58 B b 5 DAL e 248 i CNV (RIS IE
CNV):

WECNV=RIECNV X &yt +2x (1 -
k)

fis 15 I 98 20 i Hh B bR 3L B CN S 20, 224 o
f7 L AR 10% B, SEBR A HY CN A2 4 3.8
T 1E % DNA M BEAE T, 24 1 A BEAS T b o5 L
1% F 20% (Hl maxAF<10% ) B, CNV {59 46 H Skt
2 BRI
222 FETHMEIL ADNA H NGS

NGS LA , A8 WX G202 128 () of DNA . L8R
BRG] LA i — 26777 (L AnAR 3 cfDNA
B B Y 22 5 ) T4 ctDNA Y 52 B & 5, {H7E 52
Brilfe PR I FH B K 2 BORFIF & 28 v, 4T3 DA I SR AR
PR H 1A 400 Bf A 5 1Y) maxAF 7E A ctDNA & 12 [ 8%
PAEFR o P X JE— i £ A AN [ DR 1
SR IR 3 25 W 45, DL maxAF J2 A0 Il ctDNA
B AR, DL R B4 B g £ far AR Ak T
METT 3R B AEAF T o B an , X F9712 i 3
BT BRI otDNA & & 5 I8 5 4 5 b 1 ey
A THAYT PR )5 (3~8 J& ) ctDNA Y B4 25 1k #4
FATFI S /TIETT A SAARRCR , ctDNA PR I 2 il
TN PFS 2 0S. iX AR A i 35 e sE AR 2= T4k
B PR AU, A SE AR VA [R] Dy SD SR
ctDNA B & 5 K PFS i 8456 ; a8y v sk
R B HBE IR YT I BRI R Bk ctDNA PR [
FEEIEE . aDNA ZKF- 1 Wi my LA Bl Ak %
B IR T VLB O, AR 2 s ifE Jig B Tt 25 AL, %
16 35 SLAL IR YT A BRI R

B, 1] IV 3 Al 9 2R S NGS 2 2036 K K
EGFR 1858R (%% 748 % i 84.3% ) Ml TP53 R273C (%
A 44.0% ) LA 2 LI e — 4697, W
(B AT 40 E I NGS A Wal , 28351897 Ja o 1 4F s
g b A8 /N B K B S I R T A 9 e AR

(stable disease, SD) k48 /N) |, IfiL#: EGFR 1.858R
(975 £ BF 3.21% ) F1 TP53 R273C ( 58 7% = i
0.22%) , & JEIE B JRIRYT | )5 B A R NGS & 31
EGFR 1L858R Fll TP53 R273C 28 728 F= i W] B T} &
(50.99% , 7.20% ) , [a] B 46 1 4% 5 = B 19 EGFR
T790M 275 (7.60% ) . B 21 H )5 Bk, &
5 AR 2 R I R B F Ji | 3 7R NGS il K %
PR S5 1) % AT B B I DR 2F Je JE L Sl s B 17
L ERATHB R IR RS %, B R YE NGS
MAS 25 5 (EGFR T790M %878 ) 45 F 4R 75 e
BT LA A R L R AR 4R N, B A NGS I K
EGFR T790M . EGFR 1.858R F1 TP53 R273C % 78
0] R 4 (0.14% . 5.28%F110.61% ) , 5 1Ifs R 9
T AREAHTE

53 AN B R, T 2B B A A
1M maxAF<10% , XF CNV (%) 6 30 G50 8 B 48 A1 1 58
s FEHREE AR IR,
223 FETFHMNEIM DNA MRD 4G

MRD B £ Fh 23R . G/ 5% 84 5 &k (minimal
residual disease) . B Y| & %% B4 %5 k- (measurable
residual disease) F1 43 F 5% B 5 %k (molecular
residual disease) . MU & Y 0LV 8 48 A0 S fift 2
SRR, EEAR AIIRIT I ARG R E B S
FITONGE K B, AP A VAR A e B R TR
5 ARG TT 5 R A7 AR 5% 7 i e 2
M A bR B . R T ER B g AN i A A D
Tovk i AL G 7 VR RN 3 . PR, MRD A6 X
O B A 1 SRR A W SR . B O TR
AR KR R NGS H AR B9 R AR, %t
MRD FAAG I E4 107 FH 21K I R 5T

TSR R O MRD S ARG AGFELEZ
() A DG P T A0 2 A ZLAR A T Ak 8 T it g &5 v
FRENENUE ., F&T ctDNA [ MRD A8 £ 5 A 1ifs PRk
KRR —TE N, R R MRD GBS T
1B AG 2 M 2 K, e — A R B Tl 48
b , A7 1k 8 22 () 3IE 35 2 B MRD A7 22 B — A~
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AR bR, HE, B A MRD A I 4 AR A 45 5
A W5 2 ) 7 (digital polymerase chain reaction,
dPCR) NGS5, Hrfr, NGS fF i 2% 19 MRD £6:1)
Tk 6T 10U A SRR PR AS & 2 3 E N Ak
B ZINAI AR . BT NGS K MRD A6 00 £ 4
AW, ALK MR S 5 43 A (tumor - informed
assays , TR E i 5 NGS panel ) F1 988 A 153 B
(tumor-agnostic assays , NGS panel F1Z 41~ H K ) ,
P SR W 2 A AR AR R B B, i BE T AT
FEH 5 AR R S R PR 0 Az 1

B o BAR 2021 4F CAE /)N 20 B il 98 43 1 5% B8 9 b
TR AP B2 AR - JE T NGS 19 28 A8 A5
FiAR, Pk ) 2 3E A panel 0625178 55 % 1711
FIL AR 5, SEAR B R A v 2 T RS R
J£=0.02% 19 tDNA' {H K] B i % 5 Fa i HL4)
o AR e 2 KWk RE L AR AF A L MRD BH AR
YE M AN RESE — , b 4 AT bR o i H AT
TC¥E X MRD #6004 45 92 il 48— 1) gk, B
IR PR 135 F NGS JF & Kl MRD f9 32 22 7= 5 I
F3n

®3 ETNGSHIMRD K EE> R
Tab.3 Representative products of MRD detection based on NGS

. . e , TR
G b ST P 2 ;
Rz 7= iy IE &AL K 2% WIRES ST AT
CAPP-Seq LI N K panel Z2EHHAR + IR P =
Ludwig S 1815 5197 0, B IEARIK
Safe-s N wt o /Iy panel TEEEMF + UMI 5
e B b A L T s . =
Signatera Natera 2 A L6 MAAIEAS S 28 PCRY ™ + BRI )T =
§ 5 2 # PCR(AMP™) +
I\ A 0 g 7 L =
PCM ArcherDX /A H] 50 A2 AL S5 — =3
RaDaR Inivata 2 &) WBNMEA ST ZEPCRY 1 + HWIRIT
. _ A £ i A0 4 BT + L5 B2
Guardant Reveal Guardant Health 2\ 7] AL B A e

455 : UMI, unique molecular identifiers , ME—FR 4T

98 MRD A& B34 1R 2 [0 A 15 oF— 2 i
P, {0 MRD A3 22 5 R Aok SEAARIEIR T AR &4, %
TR BRI EDIBR AR S | 5 MRD A K
W AR, 48 A BRI & i T
BE R R E B A )RR .
A FHbE 5 MRD Wi 257 2590 {808 (drug holiday ) ,
PRI 1 AT DL AE S fiivie ¥ 1] 15 Y7 T 24 5 A 1) i, HiE
LR 2, IR AT DAV ER AT g
23 HMBANTRWNIESERSTRHNMIE

248

HR 4 N 6] NGS panel 9 0] 42 5 S5 [, 14 NGS
BRI A v i AR ST REA 26 0. XSSO,
e PR 5 24 07 SR BBOAS [] %) figf s 8 S i . X T 223
AR S RS2 2 AW e IR Bh AR S 3L AE A 1 O, 22
SEA IR BEARIA YT L AR AR R A S
TR 25 SR S B 2R A I, DA AN [ A 57 22 ]
BRI R (R vs. BRAGME, 700 vs. W B,
U ST vs. TR 24 50 F% ) , 48 TR 821R YT o

Ban , 1 G2 e A i i 8 AT ZUNGS K
W % 30 H AT EGFR 1L858R 2875 (R A8 - 56% ) ,
] Ff 2 485 47 ERBB2 3 A S310F 28 A% ( 58 A = JiF
12%) , I\ NGS £ I 25 FEHEM#E+ EGFR 1.858R 28 7%
FR 240 B0 g Fin g 3 SR, 11T ERBB2 A g 50 A X 45
SRR . R A B m B IR AL
ﬁ%ﬁﬁ%ﬁ’i(partial response, PR) , PFS ik 5 R

AN R 1 OGTF R W 22 TR & 06 = — BT
(XE s, H TG T 2 5 R 58 1 X 4 Ik
A PRUE  TASLC $2 41 T — 26 S5 hrifk . (1) 41812
HI ORI L 2 28 R mT DL RO R 2 Rk L
LA 0, 1A R 5 (E AR ] 1 2 2122
R JF O RE W1 B 2 5 R 98 5 (2) 3848 H#AIE : JH PCR,
FISH , NGS %5 J5 1 60 AN [7] Jifr 98 1) 35t A% REAE 1 3
PR 750 5 4 [ 2% 1 ] g 2 (] — A e & J Ok
(3) B G P A A7 BoR AT 286 HI W, A 45 5%
1G2g R G RERAE 4> FARE S, ANF R A
ARV AR , N3l i 22 B is sk W >, il
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115 £ 35 A A R R il 4855, 3 CT 2% pE O 1
Ji e e A2, e 35 IR RS 98 CT Sk /i MR \ECT B
G R W A o I BT AT R i
JifE Bl B DD B, R AH AR . BARE
Jos PRAZ W < A2 b il i v 1 R, A b MR i
S, R R R I A5 R WAL o (EDBUA iR 2
L5747 NGS K I e 979 A0 A 485 2 A ] ) ek 9
K 5 B [R5 5 (26l CD74-ROST B4y , 47 EGFR
L858R KAL), KZ Pl , B NGS U R, e
W R WU It s o 2 B 22 D SR 2
A TEAR IS B, 255 I 2 R 2 R B
WA K Bl R R S AR AT 2R 0 AT, NGS K I e
P EhAR IS W B
24 BMEREHRER

T X AR AR (1 40 i B0 2020 I iR
FEAR (tumor only ) Y A6 T 75 25 S 132 B¢ S i g ik 72
Ty L AE R B DA R A e A
I Hf 2 A8 TR R 978 B IATJT i B IR R 2 A8
oy ] F G 00 P XS A A U AT A DX 53K 4 i 2 AR
R FRGEAS o XA IR R 5878, B2 i ACMG
e AE 1) IR ZR 58 728 fiff 132 U R R AT 1 R MR
T Y HESE R A S BURYE N 5K 5K,
o4 9%, FTREEON ;3 9%, SR (VUS) 52 4%,
AREANEUR s 15, AEUR . {UH 45 PR R R R
A AR Y I R F8 S . H R KRR =
Tl T2 A% B 58 & T [ poly (ADP-ribose) polymerase,
PARP ] 41 il 3 55 BRCA1/2 IR 2 5878 (M e 1, B
BRCA AH 5 5P 598 - L B 98 (%) AU PPAG B4 38IA AL 5T
X} 4/528 BRCA1/2 3875
2.5 NGSHREMEEARZE
2.5.1 iR g AR B e

Jifv 98 28 7% 411 faf (tumor mutational burden, TMB)
BT ik g e DR 2 o A DX i TR] 5 AR Y AR
i oy % (AR FU/MDb ) | g R BT B e B T Y
BRIEAS, o L D24 B F 4L JF (whole-exome
sequencing, WES) fE N PFAl 1) 4 b fE . H AT HE T
NGS K panel £l ) TMB £ 7] 35 2] 5 WES # & &
FHIC AR R A 21697 i PRAJE 5 ik 52 O 7 4%
F T AN . B R, b X 440 TMB A6 45 JL
SR (DR XA R T 1 MbORHERA 4T 3004
PhE R 4 A0 d - X80, S (A 800 3 TR o
=500%, EEBIEAT TMB A I 14 HE 1] 0 7> panel )= 1]
AE I 55 0 T 2 0 oAb 7 AR5 8, s A 4R
FHO R IT IR B R SR AR S BEIR T AT e A O

{14 T 1) 000 PR ¥~ B 7 g T PR 5 (2) 8 oy )
J¥ panel B9 TMB KU 1 DA WES #5024 brife , 49 A
5 W) 25 1 J5T 2 B0 1) A 20 L 9 A I PR IR A, H 28 72
W8 =5% 1) 1A 8 i 52 732, LA PRAIE TMB A5 I /. F) o
PR RS EE o Panel A6 DXk RT 52 05 TMB {8, 1
it 2 1000 4 WES Brdhs T LIAZIE o [7] i 15
fdt HIF BRFEAS S PR 2R 72 5 5 (3) ] — I REAS SR ]
ARSI 5 AN TR R/ panel AN [R] A2 45 6L 2
Bk #RT RE S 3 TMB 4 X B ) 22 5 . Ik,
TE GO AT I 52 T, R U — KA )/
7 ity 14 R 9 % 671 £ 5 (TMB high , TMB-H) 5 {f
(cut-off) & FE SCHAWAS I 7 it 19 TMB-H 52 A 5
I Y 5 (4) TMB B 7E AN [A) 95 B b A7 78 W 35 22 5%
I R A A 92 A xS 77 (immune check - point
inhibitors , ICI) Ilfi PR ¥7 %5 i %2 B 1E , A AE i K ] B
T 3 ICHYR YT AV TE R 25 A

H1 T TMB K i o 7 vp 32 31 3% 2 R 2, 4
FE A2 R (REAR SR, IR A4S ) Ar BT A
R OFEA T & %) I 3R (DNA Al 3R X,
panel K/, & ETTE MFHRE , MFFE&), E6E
3BT (AR A I R AR S 3k DB A ) K 1 15
A5 PR TVB G0 s o A T Il 3465 22 6 A 7 il
518, TMB cut-of (B S S 35k 7 77 i T
o BRI R G 27 T BOL =S 7 bR
YEAY 5 T A AR 22 R < A bR %) 180 1 s v
s ARV B2 AR HEAL 5 Pk REFE B 96 TE J7 V5 1) P 452
EMESE . Bk, BEbr e 2 g 7 TMB 5 Al
77 i AR HE AL PR AR AR 2 40 36 [ 1) FoCR (Friends
of Cancer Research) I H FI KK P 1) QuiP (Quality in
Pathology ) 51 H . FoCR i Ji] 11 1>52 45 2 44 ill] TMB
V-5, AR B TMB PEAG S H, il PR ST H TMB
AR HERERVE . FoCR B2 KA T 5 —W#F 52 ik
R TR B 32 e AE 28 Y A 9 A ik A 4 ]
7% (The Cancer Genome Atlas, TCGA ) 128 FF 804 ,
TG AR TMB - & i 28 45 1 A= W45 827 R0
Bk TR 4 6 NGS K panel 1 TMB, & B3
T H A5 X 384/ 3K A9 NGS K panel 5 WES B A7 — &
B AH S, [RI A X F NGS K panel TMB A0 %) 53 11
R g T R [FRE, QuiP W H 2T
6 /" NGS K panel , 15> 52 56 e, XK F 3 M
& 7Y (it Ji 98 Sk B0 bR i A 45 B M g ) R 3
20 /R Ey bR [ 22 A i A (formalin-fixed paraffin-
embedded , FFPE) HAUEA BEATRLIN 73BT o £ 2R
718 £ 16 R I A o A 454 52 8 2 18] M5 NGS R
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panel [A] /1] TMB 72 5 301K o XF FAS ) 52 56 Hoo A6
I TMB F9 45 5, H b 87.7% A6 I 45 5 Spearman
KRZERTF 0.6, NGS K panel £ tH () TMB 1 WES
f) TMB —Z %3k 74.9% ., NGS K panel K1l TMB 32
5200 [ AL 35 15 S DNA £ A B I IR

R 2 s X RGN R BR . QuiP R T
TMB A6 I (14 L St U8 | AFF 5T 45 R R 2 5 10
H 1451~ NGS K panel J& 52565 - 7 1T H T K il 9F
i TMB , {H 75 2L AT 40 42 1 7 A% TMB 19 5 2 240,
FoCR 3l H 5 QuiP 5l H 1E 75 %% J1 ¥8 % @ 57 TMB Ky
D) P A0 9 R R 4T

B TR E &R A TMB —SCrE P-4 31 H 41, i o
] ] SR r 0 v ] B 2 b 2 e g s e P
it 243 it R 2 W 5 B LA R B 9 Bl s e g o B
b ZE 3 A AR Y TP E TMB FR#EfL 5 H (China
TMB Harmonization Project) i F 2020 4F 10 H 18 H
Jagh, i H B AE e sh d E TMB G — Sk pE AL 5
Frffl . %00 H 5038 5 X TMB 78 088 G 8 16 97 I
PR IS FH i 8 R %) A 6 ) R 30E A 7 4 T 2% 58 A 4y
BT, 58 KA [7] 356 DR ARG 00 7™ & 4) 40 BT RN Ak A 5
N7 TMB T3 7 TAAE A RIS BRI T 1k 5 WES 2
[ 110 B 46 0 2R 5 o FH I R I B R AR, 245 6 Bt 1 4K
it , R 78 A RV RR BRI (1) TMB fefh 3R 25 HE 2k,
HE A7 TMB I RS bR o SOEAS R &R . 0B 78 )7 %
M L —EBES% T FoCR Y5 QuiP LR W&
55, Ti) HsF AR A v I I ARG 0 1 S B 1 1 R AT TR
WAL T H B3 2 BB S — B B
J2 o [ TMB AG I ECIR R F 5 B8 1 PEAN 5 B B
JEAS AN TMB Il R AR i P4 5 SR 5T

[ B 38 07 7 72, X TMB B HERR A (Eie 3T
SN I fDNA FEAS ) #3776 A A /2 — 5 b
JeE o7 e R SRR b R o e RO S B0 TMB 1 ™
EARMG . HIL, RREAEZR L NGS s A
£ TMB £ fH B, W25 & % IR LA & S5 W
panel (A JCHERG I TMB BYBE J1) A6 M Y i g 28
AR i e H AR 2 B (R o L5 2 DAPEAS TMB
ZRAFTERHIE S TMB AR A A2 B A H) . TMB
2 WP LA R 2 55 AR G 0 A Jie g AR AR e g AR o)
HEFP 45, 255 VAR TMB /K- T 5 . B, [
N 38 U A S T g 241 21 5% I 1Y NGS K panel 7=
s AR, AN AR B E NGS K panel £ 0 B9 45 AL
o8 RSV LT S P AR Sk Rl e k|
NGS K panel A& 7= &y 1) 73 W 41 H , A ) T4 1F
R YT AT i — 20 R R

252 WMIBEARENE

T DR ASELE P (microsatellite instability , MSI)/
FETRME A (mismatch repair, MMR) Rl %} Z2Fh S24A
TR E B ERIGIR R L, 25D PCR BN HLTK
WA D MSTARS I F) <6 A, 56 T 56 [l Bl S RE T 5
FIF (National Cancer Institute, NCI) #EZEAY 5~7 4~ 25 i
TRV AR, XoF L e 200 5 i 0 i ) A 25
IR 72 B Jed 40 B 8 MSARAS ™, IR 4F2K , NGS panel
FF45 FHF MSRZI 8 FH 153 T 5 [R] B 5 2 PR 4
ERREH ARSI R, HZ 8 NGS-MSIHA
PR IR AR o A B AL, ol 1 A SUE XS
HE . 1/~ NGS panel 72238 G — @ Ko 1A S0 T A
L, A EAH R A MSTARE I 285 i RAE A BGAIE , A
RETEAM A5 MSTARAS o X MST B HERH T4k [F] A,
LA —5E IR o5 LU B EA b o T MSTAS I 45
F, N ERE FEAS R 5 L (AT 25 IR 98 A2 ) |
TMB K[ T s BE AR PR (MSI-high, MSI-H) %)
PR TEAE TMB-H | Ji 8 28 A2 3% 5 ik (MST-H 1]
MMR 5 K] 2 36 PR 58 48 F 350, HBE R 28 A8 i AR 11 LA
Indel 2y 5 ) S5 BEE G 00T, FIRTH AT E ™
2.5.3  [a) Y5 2H A8 S

Ivi] V5L R 4HL 16 2 B [ (HRD ) 38 5 45 40 i /K 7 -
(1) [ Y5 7 2 1% & (homologous recombination repair,
HRR) I BE i 5 IR 25, HRD 7] 1 HRR AH G 3 A iR
FRAR SR L 52 7 D) R e Wast A% 2R 0 A5 i 2 I
R Y HRD fF7EMT, DNA XUHE BT 2 233 B2 AR
B [ 5 AR i 322 A ) 905 AR i 122 422 AR B IR
AR RO I 5 B B 10 AU DNA i 4 18 52 ik
2, NI 7] BB A% R 7 9] A AL/ Rk, 5 DL
S I G O R SZHR i AR R 2 A Gt (O
FarE . HRD &7 AR By rl B A B Y kA
ZH A, RT3 ek T T DR 2 KRR A3 T Y DA
A 22 Sf T Jieb R HRD AR 2 SRR B, © B 1
1 5 g 8 I PR IOL FH PARP 4100 i 570 4 7 284 A e
AW, AT RE X LR | 8 g S i R 19 PARP
TR A AR S 25 W) i i R 25 R 48 S
HRD £ I 5% I NGS J5 %, 38 & 6 45 5 A4~ &8 47,
BRCA1/2 528 4R35 S5 PR 4 AN Fa e MRS i 7 o3
(genomic instability score, GIS) , &% # HRD ¥ 43
(HRD score) o X} T J5 44 , — 38 2k X5 44fi fif P9 SNP
FEAT AR AN S AS o R T A A
HRD 1117 5| 2 1) DNA 51475 , # DL — 26k H )
77 ARSI 2H BB IR I, 40 LOH | S 25 v Bk
4 - 167 (telomeric allelic imbalance , TAT) Fll &K A



g, A R AR I PR A i 1R 75

Bt it # (large-scale state transitions, LST) . #% %2 H
R, BRI BB AR 2 3k HRD K60 72 78 Kk 28 T 30
i PR B 5% A 45 1) 56 3 « Myriad myChoice® CDx
FoundationFocus™ CDx BRCA LOH, 20194F 10 H ,
Myriad myChoice® CDx T X 8% FDA Hit i 1 > 4551
HRD BEPE R I Bz 1 51 808 A HE B2 T 5 2020 47
5 H , Myriad myChoice® CDx # FDA it/ /5 A 4 51|
HRD FF: i) W 301 9 598 A6 2 PR A ) — 2R 4R RR iR
7 PERE IS W, T 0 8 B A A I DL AR B BT
BT BTETE IR R 3K %5 A o 1 FoundationFocus™
CDx BRCA LOH i R ARHALFEREIL W . 20204F8 17,
Myriad myChoice® CDx # ASCO £ {PARP inhibitors
in the management of ovarian cancer: ASCO guideline)
W, e ME— 42 44 R PR BE S W B
FDA 3iAIL B9 Myriad myChoice® CDx il i1 BRCA1/2 1)
FOR AR SRS S GISHKIEM HRDIRAS . HATX T
Myriad myChoice® CDx 1442 5 fiff 152 & A1 8 B 1A%
#E - 24 BRCA1/2 8 ZE R (80 GIS P15y =42 5y it R A
SE N HRD B, LR 4.

%4 Myriad myChoice® CDx HRD £ 5 #i%
Tab.4 Interpretation of Myriad myChoice® CDx HRD

BRCA1/2 5875 GIS P14y HRD 4%
[ =42 PR
PR =42 P
PR <42 PR
1 <42 [

ST B HRD RS, [ N Ah i e S 3R
(O FEE L PARP I 50 [ A A1 28 W) 36 L IE , 45 52 i
KGRI,

3 AHRECEKREES

1l PR B A= B 3 145y NGS Ik 4 25 Bsf, 1o G
HREAR B RS R AT B Rl N A
73k B R BRI S AR SE N 2, HAR S B TR UL I 3
L5, MHCNA AT RERR O T4 B ol (Anks:
TN 2R ), TS 22 TR AN A B0 DR s = B
TEAR S ERNAG  BAETE A 2 920 . (H 1 {34

YA I 25 T s R B R A4 AR AR R L T Tlumina 05 45 59 AR 25 380 12 00 6 R (NGS) W REAR 3
ARl o ZHER C TR A A IE . BT 5 EARHE CLIA’ 88 K¢ [ P AMH I H AT S i ) 58 LB AR
S B E, I3 g A RS 36 v IR A2 TR T v e AR S ]

AHG I T LA w5 AR R KA A 1 Sz 20 bp 0 [ A Y SA% RS S (SNV) , %5 v Beddi Al il 25 75 5
(Indel ) , 2 K $5 DL AR 5 (CNV) , DL KB 5 & A= 1 7 A 20 v Bl PN A 22 PR B HE 5 A (rearrangement/ fusion ) o

3 NGS & Hxt il 77 % i 15t AR 7= 61
Fig.3 Description of test methods of NGS

R5 NGSHEHHBEAREEFIZSHRG

Tab.5 Main quality control parameters of sample

it S 4L ALl A bR
S BTl A R 20 o B (%) ANiE ANiE
DNA &g (ng) 850 =30
DNA Jii #2174k DNA J Bt B fif i AN AT
SO Bt (ng) 4933 =500
SR R 16 148 =10 000
S Z R 36% =10%
AR B (bp) 168 <180
I e J3 e A ) — 97% =90%
J7 50 [l il b 100% =95%
3L A Q30 i L 94% =80%
BEXT AR AR 25— Bk AN ANIE
SR T A =i
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ST S O R E el 114 AT RN 7R
P A i 0 9 [R]85 ™ EE AR T X S AN
R 5 R ) 1K = SN SV 1 581Uy N I & = e i
(R N2 ) BT 240 BRI 16 45

WA — S FHEEE, NFEAESIE AR
X FE S [ 98 DNA 75 7 19 22K 2 R R A , 4] i
Uk, 7EAH 7] 19 DNA £ A & F e 07 lb i an e
NGS K il %} 2€ 48\ FEHE . CNV  TMB Jz MST R 25 1
K IR AE A H) o FE G 1 0y FEPE REAS i i g o
b BTl 208 15% (88 maxAF<10% ) , % T % K %
A HERS DU S TMB Ak B8R Ul R B ks HEAS | (E X
CNV | MST 14 6 I S0/ 0 P RE 22 B o b 2R 8
() FRATAC T T T i 45 < sy BIR A 156 BH ™ 1 £ 40 5] 1552 o

NGS iz 45 vy BE 75 38 08 15 >4 19 25 4 16 996 TiF 5
W), T8 B AT 35 P 5 P I DR 4R 5 I R B8 A e A
TE A BRAR NGS i 45 1 32 8 25 1) IO B BT
LR AT LR S Im RS, g T NGS K I 58 75
g bR B A R VT SE IR PR AR 25 o TCIe RS AR A
Guar, JC e A TR A EL AR Y AR S R A 1
FEAR] 145y NGS 2 15 10 i 132 235 5L 80 A 1y $18 fink 245 49 3t
WA s Ll I RS e o IR B A 7E S 51 1 7 NGS
s JE AR T — A AR IR S A R A S
A4 BLRAE A 2 B 0 SRR Im R T
S Tie . B IAIEUE, R E AR I
PR B2 1 07 AE 25545 T 0 58 LA REAS K HA i BT A 0 1
S JE A B R AR R AR B DA R R 5 [H]
Y JFL At TE X A ARG 00 285 S (I SR AT ), ) O
Joa 1) 4 T 3 SRR R G B e A B, B R G S A
SRR 1Y A A 1 SORIIG IR 3 S 45 i R e 3R
ST, T AN S AL b AN (S T 45 A H0 A9 IR s 9
S e v ) R DRI A S o MR X o FH 2R . AR
i B0 I B8 il R B2 2 B (A 43 Ibogd & K
2H , molecular tumor board , MTB) 19 JE 2 ¥ #1 A [6]
A5 S A I AR W ORI R S

Bt 3% - 2 R R R

e AF/MAF/VAF (allele fraction/ mutation allele
fraction/ variant allele fraction) : 28 2% = JiF |l 2& 7%/
S SR RE DN A SR AR A SR D BT AT Y A
A7 DA v, 5848 B A5 e DR BT o ARG Ee g, B4
TR (AT + B AR )

e CEP(chromosome enumeration probe ) : Yu (e {4
THECIR R, R85 00 T 45 220R DX Bl B J 42 1Y)
alpha LR JFINSE G, FH TR e AR B0 H 573

e cfDNA (circulating free DNA) : fif§ 34 i &5
DNA, 72 40 g U8 T 50 %5 SR AL 5 B A AR Tl 21 41 )
I P77 5 DNA

e CHIP (clonal hematopoiesis of indeterminate
potential ) : B A B 50 B P 3 0L, J& — B o 1Y)
5 BACH DGR BEG , 38 10T 40 i 8 R Al 3 1l 4L 4
JRLIE 1l 485 77— S B PR AR AIE 1Y I 200 i A X 2
. v [ T 4 A0 8 S — R BRI, T RLdE e B
20 55 T T D R R IR R A AR B (R ) ) iR AT

e CNV (copy number variation ) : #5 D1 §§ 48 5 | &
SEPAH ARy XA 9 Y B RO . NV J&— T4k
R 728 S, A AR BE DR 2 rp i DL, B A A LR
HAE . NGS A o0 12 DXl i 2 58 B GO TR )
KAEFCNV.

e ctDNA (circulating tumor DNA) : 1§ ¥ i J&d
DNA , 241 Ji il A 5 5 — 52 B 88 ik (U SNV 3
AR GEA EAHE LGNV &), o 3 i e 2 PR 24 1Y)
DNA J Bt R IR AT I T2 5 R 58 1 i i 40
16 P4 Wb 9 4 B9 (circulating tumor cell, CTC) DA K fif
68 A ML 5308 ) M IAAR

e HRD (homologous recombination deficiency ) :
[vi) 58 F 2H 48 5 e B 3 A0 K P B[R] R R
2152 (homologous recombination repair, HRR) ZJ fig
B AR ZS , HRD ATl HRR AH O IR 58 A48 L 2 3601
BTG 2 N R T E

o LBx (liquid biopsy) : A 7 £ , A& 48 X 3 [
PRA WA AS (2202 M) YR FEFN AR BT o AR
7 G I ZH U6 AG — A, 322 TR AE S 0 1 12
T R A, 5 R A AR L B TR BE S A
ISR

e LOD (limit of detection) : FefIGAE M FR , J& 45 RE
DL 4 1 B A5 BE (— 2 95% ) A Hh 1 9878 1Y) o
R .

e LOH (loss of heterozygosity) : 2% & PEHL IS, J&
— PP LR E R R SE R A R . R — A
R E L AL LD — M 15— A 7, B Al
i DR A 50 ) T A A PR O B AR 2 7 A A
TE D RE Y L A g

e MaxAF / MSAF ( maximum allele fraction /
maximum somatic allele frequency ) : iz K28 5+ F JiF |
By i R 20 0 DA A S A, R AR AR 2L LI
SR AUAE A, BT A ARG B Y AR A i
FRE
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e MMR (mismatch repair) : £5FC1E & . DNA 4
Pt A6 & S 36 16 & A 55 oA % (9 DNA 20 1o, (4%
TR PP FIWR S IE 1 — B 5 07 =,

e MRD (minimal/molecular/measurable residual
disease ) : T8/ NG BA Skt , 235 B o bl T 0 7
Bk o OB TR T 1 I AR 5 AL T Ak B 58 4
i (BB RER AT ) In L R A R MR B B
R I A0 RS . 7R SR ny
ZARTERIAYEIR Y (T RUIBR) J5 e e 8
S I % J7 VA AN R R B kL E 5 A I A
NGRS O T

o MSI (microsatellite instability ) : 78 T2 AN E
PEo T A T 20 B i R 20 LD B LA IR
(29 1~61~) g F.007 #3 5 L &2 19 DNA J#°531] . DNA
FmciEE (MMR) Dhfg b 3 55 i, i A B &2
TR A BN TE T A 2R, (R TR 7 9K
JE B ZH A A B RO T TR AR E

e SNV (single-nucleotide variant) : B 4% 7 iR A8
S, ge P2 AR Oy DX R A ) S . SNV
i JeA B DR 2 78 S d e LTSS AL

e TBx (tissue/tumor biopsy ) : 21 247 o 5% i 728 21
BUERL , R R BT X A BUE TR A F 43T o

e TMB (tumor mutational burden) : I J& 5& 7% 7
o, SE 46 I 9es 5 D5 2 g ) DX T S v 1 1k 4
FfLIE ) S8 %, #e b TMB B, AT RE#R T
YA L 40 T T B D 22, A A A A ol 5
¥ 8] BEBRA

RZMEFEEREAK R
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