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5 IR 1) A R R R IAR G, 8 23 &y g 1)
U 5y 58 L TR A2 W R DR /% 40 Ak LA K i IS R T T
A0 Y SR PR AR RS o o, e LT 2 A
DNA B IBRAE R UL , A S BRAE DI BR 1252 \DNA XL
HEWTRUE S TRV B E 55,25 DNA Hififg
SRR G BE A 2 /0 130 A, HCAZ S S 25 1 fn i og
SR RS, A LR Y R bR S . BN, ST U
BB 52 B TR 1/2 X2 58 SCRMA 1 5 60 T K
A/C B A5 1 748 S5 T 30 i e oy S8 AR, mT R Iy
Jiti 98 A2 WA 25 00 5 4900988 S5 DT v 400 o 4 i A A O L
A WEAEIEAE A, 8 UL P53 40 M S A 1 D1 LR
KHAA 2 (murine double minute 2, MDM?2 ) 3K 2 11
P8 S, TSR TR A O T DNA B 5 A 1
DNA MBS, LA K G (ORGP A U A, 14
T IRE A DX 5 — 6 g UK S ik P 5 2, 7 g
KA R R A AR T, IR B R K I T2 Ak
(epidermal growth factor receptor, EGFR) T790M %&
A E R A S | R TR 2 1A 2G660D
GEAE | J] ) 2R AR A AT ) DA 5 2A B P R R
S0 g4, A % (interleukin, TL) K H A LD |
e RBE I - BRSEUAE 2 sk B 45 AT 5 2o
T R R G0 N AN M IO RS S v R 8 K A R
11.-8/6 F[EE 2,3- XU 4 AL 1 (indoleamine 2,3—
dioxygenase , IDO ) 7E A7 B 4 4 il RS (%) Mg T AR B
H T e s Qe ik Sp15.33 XA 24 2 AR, A ik
Tl 300 2 S il R s s 2 5 JE 2 1 1), T
Wl it 0 4 R s 4 B L 25 55 A T2 L DNA i
3 465 52 R e IR 3 ) 47 A 2 AR, 52 0 i R 19 K
A SRR IR R S

BRILDH Ah, e o fhk 5y 47 | fife 2 2540 e S R i
TR H N > T A o U 2 — AT S O I
BEDA, IFAEAR 55 AR &I A0 2L DY Rl T IR Y
B BE KT FFRAKAH Iy, TS B A
720 R S 1) G A R A S B8 S5 B DR 7 T A i
bR S, TR NS . a0, de ek
S 1(11522) (p135.q12) AT A EWS-wT1 il 5 5
t(11514) (q135¢32) 5 {7 J5 eyclinD1 ik FiR
t1(4;14) 5 i 0] T30 1gH-SET filt & %% 56 FIE W, ¥
55 IR Y R A DDA OG5 1 S e (AR KO 2k S

PE B (loss of heterozygaity, LOH) 7F 2 Fh if Jgi
AR N H L5 35 G B AR P LOH J2& 1 /N 240 fig fili
J# (non—small cell lung cancer, NSCLC) % 4= H Uil
H R 53R Wy 22 Xop sl i i 1) JC B2 i H
A B R

1.2 ETREERMEIRS

B R AT AR 1) A e IR AR AR 1Y)
RGN 8 AR 2SS TN 2 72 Ry sl 285 M, 8 N A8
AP AR VR AR A ek TR B 4 I VR A BV AT S
Br IR AR DG AR AR, O E 5 2l 285 M I e v 2 ok
P o HAGHIN P 725 G 975 MR i e AR 7 2 5 BT
S8 24 i 19 96 26 i 9 DNA (eirculating tumor
DNA, ctDNA) | 7§ ¥F i 982 40 B (circulating tumor
cells, CTCs) . 40 it #b %% i) (extracellular vesicles,
EVs) HHFME RNA 2

1) FEFARE DNA S 5341 et DNA R84 B F T
St TR R DX 35 1 A3 R s e g e, HCAG I AN A
] A SLEE IR T R, A0 NSCLC Y EGFR %8 7% K
DU, 3 T AT 22 BE DA 23 BT, 00 it Y e R 5 A% B
(blood tumor mutation burden, bTMB) i T2 A~ Fa
EE (microsatellite instability, MST) ZE el s
BE Aoy il R 7S T G K e A S S O 1 4
Hh 4 ctDNA HHREAR S B it m] ok 48012
bR - SO Je e A A i e ) B A

2) EERIPRE AN . CTCs A0 AT 3% U3 T 0
200 L 5 R 20 B o 2 2 RN/ 1 BT 2 A A R
PEAF R, AT 38 A 20 3RO i R A g o

5B TR &R - CTCs AT 78 IR P A% 3R 4R
IS HEAR P Ak, 2 T 9 425 Jie e e RS VR R L T 24
Yy I CTCs 200 7% A 5 s B0 240 e 1 BEL 1k i e
B,

3) AHMIAMREIEL . EVs 220 A5 I r 45 A
BRI EE 15T ) — o i JS0 44060, ml e i R g
FOGAR B, EVs H 25 DNA AN AT 76 52 41 i
5 — e VR L 30 RE S WM 9 A2 AR L, Aok
PR DNA 45 5 K6 I 23 B7 e g 240 JE 20 8 9 5 R e 1
HET-ECAAK 1 (programmed death ligand 1, PD-L1) /Y
SN B TR AR ST I e e kAL, JF &
A [0 ff# B S B ] IG5 I EVs FR R RNA
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(microRNA, miRNA ) FIHE &5 4 4 i RN A £ A 2 fif
JR RS R S 2555 )y T B A g, WA
Y IR 12 Wibm 5 0 i s 0 5 A X DI PR 45 il
FEA H A5 B SM MR AT — FR 9 B B4 27 43 B
RIR H A rh s R Tk AL 2 1 SROBE 14E 7K
AT Ry — R e (9 A 4R ACPE I 12 W F i 25 1 2
YIEbn i, A B oy TR YT AR
1.3 HEFRWBEEZMNREEZHPEREY

BREED G AR A, 3 Wit A5 27 USRI\ hy 2 b g
KRR B 5 —EH AR R 2 138 DNA F 3t
b A E A LBEE 2 S BN S AE B miRNA 2
AR o F SRR ARSI 6 11 DR 52 B PT f B 2 W g, 2
KPR 2 W RR S bR R . N, BRJR 2
i S5 PR 5 AL g PR AL P 347K SR g vh oy 475,
EH MNUA 157 i o - & 7 —Fp 43k R4
DNA HH 35 Ak i1 356 PR 4 A8 57 19 2 [l o o2 DU e 7 1%
s T 55 DNA AL S FU I A= fnfe #8 1)
FHOCHLA Y 5 15¢-E A 22 A 35k DR B4k bR -5 0 4 Bl
T4 w5 TR 12 W UM RN S D TR A AR
RASSFI . DAPKI . BVES. CDH13 . MGMT . KCNHS .
RARB F1 CDH 1 % PR 1 W 6 AR 175 O, i s 2H 4L FH
PR AT K 809%™, HLAN, HEE H R A R IR H Y
LA TN 2 AR R T 15 1 3k PR ek 1 K 3k
L 358 A% 4R ML v ) — A ZEOC B ALY, 4
1 C W% FL 1 (histone acetyltransferases , HATs)
M FIAE A LWL, Bl 40 CREB 454 2 11 . p300
F pCAF 5 5 $2 305 11 e 400 50 R S) B80S AH O 5 A (]
¢H 15 H 2 O WAL 1 (histone deacetylases, HDACs)
()25 L AL T A S PR 5 5 . dLEE A S BR AL AN
2 AL K52 B HAT AT HDAC $540 16 P 10 ™ 4%
il DR AT — e AN Y- A7 ) il 805 T R 200 i A
R e A e

BRI A 2= 7E g IS, BN TR
W RS | R AR A, Ol R R 2
KMt OE I FB . AR P450 A - Lt
SEHE R Wl B I AL P A T TR o it A A T
AR 1 T 1 728 S5 M s ) A 3 DT K S5 B L
FEAE ST RS, S5 RE S A QI i 1R i 1R R 0
WRE AT R BN T B0 S92 T R A 2 2 I b

AR e TG 2H 2 Y 2 e PR L I YRR 20
ZIREA P AR S IR R I, WLERR N =R
0SB S L | 1R AR L H I N- £ BE k-3 3
2H =R A5 2 A AR 2R 5 0 0 g e B S
FROCE e Ah 5 4 3 3k 43 20 708 b R 45 5 1 R i
TZHZ W EIH T8N T 2-FR 5 T RRER ]
SF IR R IR TR Ve 4 B 45 B 9 (colorec-
tal cancer, CRC) P A5E 760 | G2 455 750 F] 46 00 4 A
CRC HYRIHJE T 828%™,
1.4 Httuiraphmins

IS5 & B CTC—rh Mk 4 i 45 & 20 i ] AR
SRy — Tl L R bR AR L 4 R R I3 T A AE
CTC— P 20 fi Y 8 5 19 02 Jig 2B 7743 (progres-
sion—free survival, PFS) {3 4 46 . B J5 1 3 43 Bt
A[FIZREY CTCs HEN 3K, K B CTC-Fh Mo 40 i
Hh 5 2 i S UT AT DN A 523 3% 1 1 98] 55 FH S 9 40
RAFE I 2 FES, AN  E A Y eT
SV AP S AN S A 5 A A 2 Fh L 5
M S TR 1) A A IR S A SR IR s s M A 5
) F1 Jr S

2 MEHRSHRMNRATCERLR

i Ted o 35 0 ARG I AR 1) TR K S A Bl TR
FEIERE NG RBL T o JJLAE B 2% 1 2R i 4%
AR ELFE TG AR DA | et I PP AR | FR
JRLI e B2 N TR BERAR S
21 REEREA

ctDNA K T Ber, S AEBH Y 1% 2R 58 (ampli-
fication refractory mutation system, ARMS ) J&ME—#%
S B 245 5 W B B R (Food and Drug Adminis-
tration , FDA ) U T PRAG I (%) — b 28 B PRk 11
T AR BB 2 50%% Y, s = ECF PCR
(droplet digital PCR, ddPCR) F1 55 — 4% il &+ A
(next—generation sequencing, NGS ) 7E R VAR I
RS AR RS A B 5 5, 7RI R 52
B IR AR T IZ Y BT, SuperARMS IEE Ky
— PPk R ARMS HOA , B4 [ FDA HHEE T A6
HEIUI NSCLC 1 EGFR AR 76 [ B HL A £OR
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DL S [R) s 1 — 2D 4y 7 A 22 502, 9 3 5
[l 250 0 R

e R 552 38 v s R R CTCs B AR Ty i £
A2 KIS —JENFIH CTCs By R P 5 1. 40
Mo BRI g o Bk e sk BT
7% ) FMSA (flexible micro spring array) M & £ CTC
AR Cluster—Chip 45 ; 3 — 2R 7 WA & H B4y
TRV BRI CTCs R IR A 7311 T A (e T
PSP SR ) g 2 A0 AR A R RS
(cell search system) AW FH AR . HHETHE—
22 5 [ FDA AL E 12 B T i PR A CTCs A5 £
ARJe A A8 R FR S8, HoE SCCTCs oA I Hh s 5]
(19 - K 20 L B 53 +/ 240 e £f 2 1 +/DAPT+/CD45 +
A
22 BEEEENFHER

P JUAR BRI P R 2 840 1A e 3 a0
BBt o 43 P AL 7 (whole genome sequencing,
WGS) B X0 A A ZH R A v dai A 00, L 4
AP PEAE BB AT 5 M 44 -2
T (whole exome sequencing, WES) Y %} 4 ih DNA
(i BRI 20 2% ) FEAT DN , eSS DL SR (22 55 1Y
75 LR 100 58 T30, S8 A AR AN g 58 78 3t
TAHRKITE . BT, MR 45 (gene panel) B2
R T R 52 B, W1 FoundationOne CDx 1 MSK-
IMPACT JAAEJE RGN 73 A7 F- £ 0 5 R LA P A
WHARA 450 K H AR 7 A B P 41 F A0 7
5o It R IR cEMeDin—seq £ AR f&— iz B FH 3
AL DNA G TIE e B U PP oA, FT7EAS e F
PRER AL BRI IE T 08 M 9307 25 DNA HEAT 4 BE DI 4
AR L AT A Ffr e B I BOARGIN I e HL 732,
5 AR I HOR TCRE PCRYHG , 9kkh 1285
AR g AR R A 1 4 38, T e 7 A N v 2
I A5 DU P i ] ARG AS | e B0 B S, RNA I )
(RNA sequencing, RNA-seq) J& NGS B — P AH X 45
B, AT A BE DA ek, A BE DA Rl 97 AL Bk
2 VABGHE 5 /NI AR it RNA 252
2.3 BHEBERNEAR

2R 00 B AR Xk B 2 i A PR 2 SR
2 A AT i 3 0 e o3 B, TR S A R

SR AL — TR 5 38 o B i A S 2 e e A
HORYEE T g AR OC B W At M, A T — T
LAMP3 FEE A 2 2 i B EL 3 1 22 b i E2 40 i W 22
FOTERRE , 1 U2 i) 1 I b S S e 4 i ) sh 2 1
T T R S B BOR B Slidemseq HAR
MR TR L ZU0) Jr b R AT B0 RS B8 e s 20 ) 1Y)
BOR , LABAAR K- 1) 53 PR A5 25 Ta] St A 8 56 LA
FEREAE IR AN = e 4 SR B HE R gl 240
e SSivhu
24 HEftHRBIRER

VT IWEFE A T — b AT T S U 2
FAEAE IR B3 5 9K AR S | T 0 2 g — A
HEBURE 200 K AR EAE 7R R
FAELAE FH 73 A B2 i ge 138012 Wi A4 W s 5 400 s 18 55
T RE RSN, 20000 HRAER L
(multicolour forster resonance energy transfer,
mFRET) £ A & — Fb r] A I 1 @A AS bl b T
PR BTGB HOR , BT FRET BB RN R 5508
TR AR, AT 7= A 223K 500 i 2 IR, MAEA Th £
MR EPHEAT RGN BT N TR RE B 2
3 B PR R A ) ST AR B A R
P RAR U, 38 W] HE B IR LA 2 TR K-
ST, SRR B2 T 1 ) B AR AR eI B4R T
98 N B2 3T T %9 6 (artificial intelligence, Al)
400 v UGS W, A 4 7 4% 5 S BRERC A
TE& 7SS AR R BT 200 B2 W A1 R 52, 12
W7 T 3 8 98 % , T s BE A 75% T AR B, 2R
o B2 W 7 U ELOR R0, Abelson 2571
N T REFA CHIL IR AS: DU FIBIL 4527 > BEAR ) W] 42
S I PR I v XU AT A i [] ik
TR LA R TT 58, A7 BT 5 45 T80 1 1
o Y R0 o

3 M —RhiE iR E Y i 2 2 Fh A
BEHREY R B S i
22 0 TR s i 0 %) K RS T RT A A0 S B A
VB AN o g A H 38, 7 g 57 0 s e R
Bz Wi A B EE L, Krug Zd ] BEAMing
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(ddPCR) ¥ XF Fb % F 4 b 4K H RNA (exosome
RNA, exoRNA)BEE ctDNA K63 (4357 50 exoNA V546
WARJE I EGFRZE 25 BoR % b 8UG I, ex-
oNA IEKE I EGFR 287% \EGFR T790M %875 1) 7 £
J& 53 5 N 98 % 11 90% |, 1T 55 — J5 AN N 82% FhI
84% o W 2 4 FE A Wy Am 7 W I A R ) A F
I SCHE B 1K CTCs R 285 e WAt A% 2445 1 DNA
FH LA 19 R AR AR I R Ak, TR 25 900 CTCs
200 i At 5 P40 177 L L e R 5 S ) O A S
22 YR AR 2 IR A A T 1 S 43

22 TSR0 A A 7 A I R T Ay e g
BIT AL 245 B o IMpower 150 WF 55" R, i
9o I IR B 40 AR RS T 441 it 35 PR 3 35 3% (Teff, PD—
L1+CXCLO+IFNy) & A 2% 1 J7 2L B bR 259 , =
Teff 58 7 8 2 8 (overall survival, OS) 1 TG Teff
BB Bl — 0 TR0 X B R ki 4 DR
5 Lauren 7028 \EBJK 7 (Epstein—Barr virus, EBV)/
TP53 RA LA I A5 BT 5 G e A A s il )
(immune checkpoint inhibitors, ICIs) J& ¥7 J7 %0FH 5%
PEHEAT T WF5E (NCT02589496) , 45 LA TH - Hit 1 fig L
M. Ascierto SN HAYT G 1~54FE K FLARE
BEMTAELL LI KA AT TR, it Tt
299 ™ e AH G B B, & B 5 S JE I (IGK[IGKC) .
GBP1.STATI IGLLS F1 OCLN){£ . &2 % A7 & v
R, AN, PRSI T 10 R AR IO A 45
G2 B T E (interferon, IFN) -y P43,
SRIGHE 62 | PR R BRE I IE AR h i R & 28 4N 5
ARIC , AL At IFN—y SR A FI B ZEFLEK 1.
IDO1 FIHA G REAH DI . 2 PP PES ) R 5
e AR PFS i B MG . T2 TR
LA TEN—y P43 11 S AT {67 107 225 35 H 44 ¥ )
{ELIK 59% , AE R 223 I U E 5 909%™

4 PhiERR SIS Mg S A n R
LTHRESE

41 POEIREMR NG BT IE RS SRR
A P03 5 4 T 41 44 M, 52

H i A5 R0 S IR 12 3 T BRI

(R — 2 o SRR 0 0 s A s R RS
AR #S . DNA AL AT sz e IR 3+ DX
SEACARAE 1 PR % 57 ST I | DA 9 8 9 T 28
AT R DNA H 364k, ] Ay 5101 12 Dy 2 1k 2 245
Bl A R s s 0 R 2 SR S 1 R AT
BRRCAGE ) 5 Ao ek TR, s v i 98 Az ) 2R R A S
PER A, 22 AN PR LAk b A A A BB A A T
Aol i 95 12 W AR R S P 4 v 43 A1)k 70% A
90% L) 1™, Cohen S5 HE H T —Fh IS A5 ctD-
NA 578 15 F g UL 0L MR8 A= 0 b 25 90 19 Cancer-
SEEK J5 3 , Fl T 25 8 Fl i WL Aer , v o7 Sadt Ay
70% R =99 % -
4.2 PREFREYIR NS SEIE T TR

BT R bR B 0 2R kK TR S R
FEFMIEIFIY R, Hn, 1CTs Btk v F/E PD-L1+ .
MSI—High/%@ﬂf@’E@%lgﬁ(mismatch repair deficien-
cy, AMMR) MEVA PEFE RS 1 B & B 1 = 43697, O
HEATT BN 1 RS B2 o 113 BENEFIT #F 55
P B AS WD ctDN A A8 Ak o] F0 g 16977 5k, 45
RER—&HIEEICIRYT 8 I, tDNA EGFR %
EIH R PFS W A, G T T790M B A L 58
A5 PFS B o B9 IE SR I 3 26 FR YT 12 )8
ctDNA i AT R X2 8 1R Y7 B 2 Je (s
90% , F¢ 57 PE K 100% ) 5 FLIEHE R | i >R FH ZLIR i
U AR A3 TR (B A S R 1 R R R S R 3
fI%, I H ctDNA BEMANE D 1) A 1 1A AR AR A
835 2251 (82% F139%) ™, MLA , J& T ARG K1)
RO AR 3 3 L 44T R T i e 1 3R 9 B AT
P O AR R R O NON ol R A 1 DR @
AT, o HY 32 {5 il B 8 £ 34 1) ) s
TR H s A R T bR 2 A A £ e 2 B 2 £
WD REXT CTCs ke SEPERIA 38R T IR 4n i)
T2 AR S I 5 8 % B AR AR R A A A0 e g
(B AT T R B3R T RO A B R BRI 15 5
43 MEMREYRNFANMESRES X ER

=

WFFEUE S T AR A M CRC BB AR Bl )
) i FH] Safe—SeqS % A 3% 2L Wil ctDNA 7K -, A 7
B AG A A0 I 2 1 e BB & &, HL AR
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TR AN AR A K AR —— TR A
% K W i ExoDx Prostate IntelliScore (EPI) & 3k
FDA S BT 7 g oA € TR I s 5 s, 131
fEHTUSRAR B o MO, R AR SR I 5359741
KA RN ARG i an, — I 58 PE AL T e 40
NSCLC B [ ICTs iRy7 I, A B petmic Py ans
ARKTA PSRRI /IR N IR RN 82 8 ed S Y o d o

Il PR3 2 F1 A A e 8 AH S R (immune—relat-
ed adverse events, irAEs) BAH 2 E>, 45 R B,
F B HUA AT AR R 0 1CTs 7 2R irAEs [ FR &4
i AT B € NSCLC i XU Wi 25 L, DT 78 B
KA BB SR T 2 A0 1 TR B irA Es [ 2 /K, h
PO G TE ST AN B S B 8 7wl

JHEE bR A T 5 A R AR AN 3R 1 PR o

w1 MRSV R

ME ELA R FH 7241 ik
DNABE IR 7S SR BV BRIE B JE R 172 X TR 28 SUAMA 1,
FAONET B A/C HIZE [ 5878
P L R 7% . P53 AR A 11 D1 . MDM2 55 () 5878
FER A 5 A JihIRE IR B 2[RI 2R 45 . EGFR-T790M R 78 5 i B Wi e~z [8-11]
FETFHRHNA P 2G660D . JEIHA Z AR R BB ) R 2.A R A5 1 98 48
Fge A VAT G E FR G RN N B AR A 2R - A 3 AR S A |
S R bR PR SR AE B 1 PR AR 2 e R AR Y 28 A
i t(11;22) (p13;q12) By i : EWS-wT1 il 5 3 [H
t(11514)(q13;q32) Z i :eyelinD1 ik L
Yot AR S t(4;14) Gyfii : [gH-SET @il & % 5%+ [12-14]
L5 G O AR 1) 2 G PR G
3B YR N e A Bk
IR < s EGFR A%
ctDNA Z I K53 :bTMB  MSI %5 [15-16]
JispE s ctDNA F JEAb S H 4AAr
LZLor U S I TN — FEMESIAT A I PRI A A S A 8 R 1 T =4 AT [17-18)
RS ¥ (531 6], T EHIHT CTC 40 %k
bR EVs-DNA
EVs—PD-L1 1546
EVs [19-22]
EVs—miRNA FIHAEIE 4% RNA
EVs—45 |1 BT2H 5 - SM M A e UL A 1 2RO 1
DNA H Ak (PRI G 2 36
FM AL 2% HEA LB (A E A BB L b (dHEA R [23-25]
AL )
%??ﬂ JTi 98 « AN (L 28 PASO VR - 2 BRI AL RS I a1 S AL 23 Bk
il .
ot TS
I Feig 2 Eﬂ%z : j‘%ms%ﬁiﬁmiﬁm@?}mﬁuiﬁmlﬁ?qﬁﬂ% [28-33]
HIA B - V2R b 2 R S U DR L 1 T IR T il .N-&
P —3-HI S 20 2 R
SEEE  2- RS TSR AR R IR AR SR
. CTC—FR A 45 5 0 [34-35]

JiE )
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1 EbR SRR (2)

kS

HAK R 2451 3Lk

ctDNA K5l : ARMS .ddPCR \NGS . SuperARMS
CTCs & AEFIAGIN « AN RIS A3 7k 3] LK B i

WATE A A

FMSA & 4% CTC M AR Cluster—Chip 5§

[17, 36-40]

TAIA IR RS EYS

FETHEA LA A9 NGS : A LR MY | 45h 00y
FLTF i L R 4H 4 : FoundationOne CDx Al MSK—IMPACT ¥
iE SE PRI A3 A7 5

iR A
7Ll
AR

1 108 R R e B R

JiE AT HH S AR AR A 42 S DR A SRR 450 K JE4k
s .cEMeDin-seq
5 =R T F

[5, 41-43]

RNA {7 (RNA-seq)

B e SR 2 A BT EOR

{24 RO YA DU B AR

Slide-seq FAR

[36, 44-45]

BB T AOKAL AR

LR(IPTEIE N

Z IR
ETANLHERES

RERFE RO
W/ A D B2 A

[47-49]

B Y19 A F2 K

DNA AL 2 A FE D R B AR S

25, 54-55]

PD-L1+ MSI-High/dMMR : ICls #t i T MG EE R 1 E &

B =897
ctDNA 284k « i #0 ) 35 97
PR LA I TR AT SO At e O ) VY SR AR T T AL

R A EiRs AP I S UMD

s

[41, 56-57]

e A 2

Safe-SeqS A%

S tDNA ZKF- - I TR RS 4G

HEREARIGE K

PO AL K e R AN

TCRNBAARTE R ExoDx Prostate IntelliScore (EPL) : Fif 51 i

PR

1 : ctDNA, circulating tumor DNA, JE ¥ 8 DNA ; CTCs, circulating tumor cells, 75 ¥R JH& 40 ; EVs, extracellular vesicles, 2 Jifl 482 1 ;
PD-L1, programmed death ligand 1, FEEPESET B 1511, interleukin, 1412 ; dMMR, mismatch repair deficiency, EECAE B B 5 1DO,
indoleamine 2,3—dioxygenase, MWz 2,3~ XN 4E AL BF; ARMS, amplification refractory mutation system, Z&28BH 414 245 ; dAPCR, drop-
let digital PCR, f#if§ 0417 PCR ; NGS, next—generation sequencing, 5 — {7 4% AR ; bTMB, blood tumor mutation burden, Ifil /9 5
AE 471 faf s MSI, microsatellite instability, fi LB AEEE P ; RNA-seq, RNA sequencing, RNA Il J¥*; ICIs, immune checkpoint inhibitors, %%

KA s il7 s EGFR, epidermal growth factor receptor, 22 [z K732 4K s MDM2, murine double minute 2, BUSU#AAR 2,
o 5T 1 ctDNA, HHT B XT ctDNA 1A v G
5 #ig
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Abstract With the development of precision medicine, tumor markers have been paid more and more attention by researchers,

and their understanding has gradually made a breakthrough. The research content of tumor markers has been gradually expanded
to tumor markers based on tumor genome and chromosomal variations, liquid biopsy, epigenetics and metabolomics; moreover,
tumor marker—related detection technologies have developed rapidly, including liquid biopsy, high—throughput gene sequencing,
single—cell sequencing and other new technologies; furthermore, with the continuous development of these new high—technologies,
tumor marker detection has achieved a breakthrough from single detection to multi—factor combined detection; finally, in clinical
practice, tumor marker detection has played an important role in early tumor screening and diagnosis, guiding tumor treatment
and predicting efficacy as well as predicting tumor recurrence, metastasis and prognosis, which is of great significance to improve
the quality of cancer diagnosis and treatment, and fully realize precision medicine.

Keywords neoplasm; tumor markers; liquid biopsy; high—throughput sequencing; clinical application
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