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A KPR E SRR E R AA, 3k & 430030

TEE  JAIRAY B DNA (tDNA) AP 98 & H R JAIR & — P ) 2 B A2 0955 B DNA R B, AR T AP 98 524k R i,
ctDNA B BM 7 48 e 4 Fd) A2 B4 @EHR S, ctDNA %Rl T 2 A F B ek & 698 57 o1 6 97 P Rib i e 5
B, LY B AE BN W TG B Fe b s T T RO E K G R (MRD) B AN A A E s @A TR
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Abstract Circulating tumor DNA ( ctDNA) refers to the cell-free DNA fragments that are widely distributed in the
body fluids of tumor patients. Compared with solid tumor lesions, a competitive advantage of ctDNA is its easy accessibility,
non-invasive, and comprehensive characteristics. ctDNA detection can be used at all episodes of B-cell lymphoma before,
during, and after treatment, and it has important guiding significance in tumor auxiliary diagnosis, prognosis stratification
targeted therapy, efficacy evaluation, minimal residual disease ( MRD) monitoring, and prediction of recurrence. In this

review, we present an overview of current technical methods, application progress, and perspectives of ctDNA in B-cell

lymphoma.
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B 240 bk 98 S i L A oA LR 2, 7 [
29 (5 BT Ik ELIRE 1) 66.3% | T R — 4 4 Trim i 2 A
S WBEMIGREREZ MM > ERE LB
2 bk B A2 W YR I AN B A AR g PR T R
A 24645 (1 CT "F-FDG PET/CT 4§)~%, {H
7 BRIk P 980 D 23 e P St 8 7 R a0 e ) 28
) S e , SRR A P R EBUA R, 9 BRI 4G A7 A
— 5 B R R B R T, AS BB U0 S s e b e 450 5 5
Gl A FRMAEHEZ AL, RS, &
T IT R —Fh R & FES R (5 B AT i R b
B RGBS A8 6T RS PR

Y i E B DNA ( cell-free DNA, fDNA ) 2 4 ffd
BB AT IR AE A A e AR R R AR A — Ff
TEFRIUEE DNA KB, & E 2 AR TAMR i, B 7E
IR A L PR Y e i K AR g vt AT ARG T R ER
fifJad DNA ( circulating tumor DNA , ctDNA ) £ 45 it 57
MM VR fDNA Bt , ctDNA 7] FF Fr A 28R pY

YR A B R B KA A4 (No.82270203)

JIer e A DG 5 R A2 S A U, T PRLA R AR S B o A
AN/ K $8 D807 57 (copy number variation, CNV)
%[1042] i

AL HHT SO R R DG R e 45
S, S IR ctDNA 78 B4 i bk LR H A% A S R I
FB At R A R R A

ctDNA #fif

cfDNA (17 ctDNA) J2—FfO0UEE DNA A B,
FWJE (5 ~ 150 min), K& F 2L H T 100 ~
200 bp, T 22y 166 bp, A4 F — DA%/ K
Linker £ 1) DNA 258 K, A HE73 ofDNA K JE
ALK 1000 bp A B0 iR 40 ik U (19 ctDNA
BOEHR AR IR A ofDNA fif & 20 ~ 40 bp, Z AR
A otDNA R38R Befl s A 058 2 W i BE cfDNA
(90 ~ 150 bp) FARILEIZEFME , AT HER tDNA [ L, 4
SAICARUEL R 28 K o SRR PP ofDNA VR, 1
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HAEHEARE (0 ~100 ng/mL, "PAZ{E 5 ng/mL) ik Tk
BV (5 ~ >100 ng/mL, FPAI{F25 ng/mL) , AN [7] fi
AR E I PR30 R of DNA ¥k B A7 7284k, n
ERE R N o A 3 NN 1 B N Y =i R
W 4R G2 8 RAE BEIRSE (VB R B
ARZS s AT B Ah J5 0fn ofDNA ¥ B T ' ik
BRI AR ML ctDNA 78 5L ofDNA f) & He il sh Bk,
AMIRZE 0. 1% LT 81k 90% LA L, 59505 4 301 ik
Jeq A AR 2R kS B A ol B 5 e R BELAS: i
HRX bk I8 ctDNA i3 A Ab B I 7 36 ) 45 A
PALSUN

N AR AL R 20 24 52 (haploid genome equiva-
lents,hGE ) )% F 3. 3 pg DNA, 27 1% % itk 1988 5 2
HPE ML ofDNA ¥ B2y th AL {E 25 ng/ml, 7] Ak 53 H:
cfDNA 4EH [ 7 500 hGE/mL; 10 mL #hJE It 2
&4 ~6 mL IMTE, 255 30 000 ~450 000 hGE, 7] i &
AR S AR FL KA R (variant allele frequency, VAF) =
0.01% Z78 7 s K T 75 19 DNA 4% A&, 5 8 3
50% £ ofDNA BRI EA /2 25 ng/mlL, Bk Ky )
AP A B H 10 mL, AN, of DNA 2 52 Wi 40
( <2.5h) FEARBBHFRRE DNA SRAFE, NRY
Ak Streck 4, Al Z MR ORAFHRAS 7 ~ 14 d, Bf 1E A %
ANMIRE AL DNA i B ctDNA (1 L, F90 il 4% W2 g 4
i) ctDNA FEfE

ctDNA &l F

VA3, — AR /7 ( next-generation sequencing,
NGS) %7 PCR (digital PCR,dPCR) %/ T4 ¥~
RGN FE AR 5 i , X g 43 42 A T RO g
E8 ek 5 PRI AR v 5% BB A I B S o MRS A
JE— M HT ctDNA BEAT 70 -~/ K I A HoR B, A
BT LG T ARG S 41 28 0 S5 A, 2 B
A OB TR 22 4 TC A | o e e 2 1) S ok A5 A
B, 0l T R R B2 W U 02 R YT B
Wl AR B T A2 4 e

HHT, 8 RSSO, Wak 1, 85000
PCR VA NGS IEPIRZE A5 FE D Rp S PESEAZ TR
PCR (allele-specific oligonucleotide polymerase chain re-
action, ASO-PCR) FI1 dPCR 3 3 fj B &y, J7 (6 Pedde, &
T TR DR A S ) 7 A e I ik
H A M bk 98/ 46 TG B 3K AR 1 Il AE ( lymphoplasma-
cytic  lymphoma/Waldenstrom
LPL/WM) | J5t & ¥ vp X p 28 2% 2 ik B2 98 ( primary
central nervous system lymphoma, PCNSL) \MCD %l

macroglobulinemia,
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12K B 41 i itk B 9 ( diffuse large B-cell lymphoma,
DLBCL) 1 MYD88"*" 2 A% (14 &G W, 11§ o 4 vhk (1 998
( follicular lymphoma, FL ), EZB #I DLBCL th
EZH2YG646N FEAE (I AF ) 0 NGS 35 J2 1538 i
AT, SR R e M i R, R N A A,
IS BN S e I D E I N W B PN B VI - A S A
Jt:(minimal residual disease, MRD) Wil 4E, e ER
T A B HE S @ 50 (immunoglobulin high through-
put sequencing, Ig-HTS ) J& — P % i - I 5 B 4
VDJ HEHEAY NGS £ , 4l U1 Adaptive Biotechnologies
N H) clonoSEQ @ y= i B9k 32 & FDA it e T2k
WRES 28 B9 () IfiL 9§ ( chronic lymphocytic leukemia,
CLL) . £ K&k M8 #%& 7% ( multiple myeloma, MM) (B 4
Jifn 7Y 2 K L 4 B 3 U6 (B cell-acute lymphoblas-
tic leukemia, B-ALL) i) MRD Wil , £ /& R U 1l 15
1/10° b m] FH F H & > 80% # B 40 Jid ik 12 58
Ha 23,241

JERE AL 2 AR ik 22 TR BE I I3 ( cancer person-
alized profiling by deep sequencing, CAPP-Seq) &2 1F
HLEE B4 (panel) BT I, 45 G KR Y B BT
AETRAD ] (integrated digital error suppression,iDES)
AEAFHOR (AR T AR T SR E kR ) , ]
FeRL 1) ctDNA 2878 VAF {H [ % ~0.003%
XUER 0 P S A A, X DNA XUk 353
SHEAT AR ST A FRIC I RS X, AT R R AR i e
R RG0S PT 3K ~0..0001% ™ B Be bk 2%
SE AE NS I ( phased variant enrichment and
detection sequencing, PhasED-seq ) & 7F — Uil 7 3k
fili b, 7E 5> DNA 3 Fr B b AG I 224> 440 200 i 28
A, A4 E oDNA 5 B KGN R OB E E ~
0.0001% *" . A}, ctDNA i A] Ji] 4241 i 21
J¥ (whole exon sequencing, WES) | 4> %t [X] £ il ¥
(whole genome sequencing, WGS) ,CNV R 1 1
Aol

FEHEA TGS TR AT, A L8 R 3R 7 2275 8 (OF
RIPUEZIRT fDNA A&, il A58 % B 1g-HTS
Wi CLL 4% MRD i, 10 ~* K R 5% 2975 ofDNA
BN 8 g, 10 K SO TG 270 ™5 @i
ELR A T ofDNA YR B 3, o BRAIE L 1 7] b5
ZEor My of DNA J B, I FRERI Y ofDNA RAFE R
BT 10 mL {9 HP ] 15 )KL DA IR 52 58 728 B s g
T IR Gk PR 9728 2 T L IR A 5 4 R 4 i 5 28 A
Iy, 08 I SR HY IR 22 DNA A5 A B85 1 40 i >R I8 Y
DNA X} BEARAS $EA 7 FERHIN P, ASIBRAE OE T4 o
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%1 BHAMHEHAFTRAFREA-LE
Ao H R RHE &R ik
PCR &
ASO-PCR ~0.001% @ ® T # & 7 dm MYDSS™™ D & beie, A G, RABK, T A
BRAF'™ ). @z At sk B % T4 HER QL4 E LR &0 & K
dPCR ~0.001% % ,MRD &%, SEILIER SRl P
NGS &
Ig-HTS ~0.0001% Ol .53k B a VD] TH; QR 408 D 1g-HTS Tk V4 B 20 foL itk O 75 &t
&,THT >80% ¢ B aafe#k ™ MRD 2 MRD % ) Marker 49 % %4 ; @ cfDNA
W BANE LN R L EEAE,
CAPP-Seq ~0.003% O a MR EBHEFOARETE, OMBARS A, MRD %nl, %45 58
Duplex sequencing ~0.0001% FTH Ig/TCR % ;QctDNA T %, $ 4 )E  3;QF BRBEEE 2, A2 5
PhasED-seq ~0.0001% AWM MRD, i 3% £ R L5, B, AT
WES/WGS 5% ~10% AR RE AR EHCNV IHE, AR E e R AUE AR
CNV #i) ~20% FEJE CNV 4], FAAE AR, PR s R A
¥ 5 A Ae ] ~5% e T IR B B AT AR, ARG R, OAATE AR

ctDNA 7£ B ZHBa itk B g RO B A i3t B

s R R R B 3 = i N
TR ING K2 W S AR ifE , (A0 A8 3 e LA T 40
LLYI R/ 28 JE A, SR A S BUR L2 WA
ARk, Bl IR o A 2E R R R IR 1) PR 5
75 [ 1 al L DR R 78 o) AR A H 4 BH AT, W) N 24
GUAT S50 By —FF, VR 20 T e S T Y R R AR
Rt i) TR Bris st 20

4N, Wright 255" ffF 5% 22 B 24 57. 4% [ DL-
BCL A9k 6 A~ F 243 F WA . BN2 AU ( ~16. 1%,
Bel6 T HE A NOTCH2 €75 ) , MCD #I ( ~ 13.9% ,
MYD88"** CD79B .PIM1 HLA-B BTGl %£74%) ,EZB
B ~13. 2% , EZH2 54 1 Bel2 E HE ), AS3 #Y
( ~6.6% ,TP53 &A%/ 2k PR B A5 R % 7 ) , ST2
H( ~4.7% ,TET2 SGKI1 ,DUSP2 ,ZFP36L1 ,ACTG1
5475 ) N1 %1 ( ~ 2. 8% , NOTCHI , IRF2BP2 , ID3 .
BCOR 4% ) . BN AL 43 F-HL] | Fil e 5341 5
AT A AN

AP I ctDNA F1r i 20 21/955 3 1 7 B2 B 5
[K2H DNA ( genomic DNA , eDNA ) 24 1] FH Tk (98 43
T4, {H ctDNA Kg 9l (40 CAPP-Seq. Duplex
sequencing . PhasED-seq ) - #4455 B {2 . (D ctDNA FI
gDNA J R 58 A% [&] 33 4 DU 245 2R A ¢ v 1 — Bk
( >85% ) ,{H ctDNA K5 7] v g e 23 [] 5 ik
RAANKEEFEE , BeARR DK 250, WE Sk

IR Sl i 8 T 24 B A K Y g8 R I T L
QctDNAUM B 5 i, 2 2 To R, RE 2 T,
Jo A 2 252 W 5 B)etDNA G 5% AR T 8, — e i 1o
T gDNA s — A 7 REUEAL 2% ~5% , e
&R ELE (Hodgkin lymphoma, HL) £ £ #5 52 41 g 4
&R AR A AR 2 221 o DNA AR ARG I B 5 1
BAYE, Wi A0 JE i ctDNA - = A% 30 7% 00 66 RS i
mexa

SR s b TV =R R Nk i =
IR S B VARG 385 A0 O, S e K P i 48
RZ, 0 E By 5 48 0 (international prognostic
index, IPI) | i i 8 4 i /& FH ( total metabolic tumor
volume, TMTV) \FLF& i & B (lactate dehydrogenase,
LDH) %570 | it , Z2 0 5 W) ctDNA. 72 7k
SF-EI tDNA ¥ B nl 42 B 20 A bk 208 i 83 71 £
$EBR R S E L ctDNA W JE A RN T
hGE/mL( 2 FH AR SE I 4 2 ) = SRR efD-
NA ¥ JE (pg/mL) x &b Ja i i 983 14 2 Jifd 5 728 - 34
VAF {f + 3.3, B BURET ctDNA 7E fDNA 1 (5 [l
cfDNA ¥ BRI, ] Sz W £ i 2K F-

7€ DLBCL 1, 3£ 4k ctDNA /K5 IPL 4.
TMTV k. Ann Arbor J3 S FE b5 HAT I EAHOCHE , #5
AT 46 S 3097 M4 WU, 640, Alig %57 SR ]
CAPP-Seq k451 267 15| Z .0 DLBCL 8 #1697 Hif
ctDNA 7K, GIE 52 H 512 Wi if 7 18] B ( diagnosis-to-
treatment interval, DTI) \TMTV 1P FIi 5 45 i & 4H
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3 ; Ann Arbor III/IV 3 c¢tDNA /KF & 25 F /11
1, 7 IPT PF4r2H ctDNA 7K 8 3% & TIK IPT 9F- 43
ZH , ctDNA 7K EH TMTV 52264 1E A O, ctDNA 7K 3F-
A DTL 5 A4k 5 AH ¢, IR otDNA 20 JC 3 4 2R A7
(event-free survival ,EFS) FlLEL 4= 17 (overall survival
0S) ¥4t F & ctDNA 24, Rivas-Delgado L 138) pp o
HTAE IR RIS 100 5] DLBCL 83 ofDNA %diE
SERRY]: ofDNA FIECXS ZH 21 gDNA AEAKS 1 /Y i
TRE I AR 1 5 B — B otDNA FE K- 5 g 7 £
FHSEZS K (i LDH 5 B,-M 1 BR 73 1 | IPT 3 73 Al
TMTV) JC IR B2 5 5 LUIRIT B otDNA ¥R 2.5 log
hGE/mL 5 B {f, & ctDNA FZ/KFE( > 2.5 log
hGE/mL) 5 T Ik iY) 5¢ 4> 2% fi# ( complete remission
CR) (65% vs 96% , P < 0.004) . H 4 gy et BAAE
( progression-free survival, PFS) (65% wvs 85% ,P =
0.038) FIF4E OS(73% vs 100% ,P =0.007 ) #H%

¢ FL HL = 4 g %k & %8 ( mantle cell lympho-
ma, MCL) 85 H& B 40 bk L b, ] e S22
JE-4 B Fernandez-Miranda 26 3 38 FL
B, E AL tDNA ZK P-4 58 35 R 1 ik 12 98 [ B
T J& 48 %4 (follicular lymphoma international prognosis
index, FLIPL) | fifJg3 50 % A1 LDH {8 =5 (45 4h % Bl
. VAT HT R otDNA ZKCOP2H 3 CR R T{IG 2 48
PN ¥ %G 3 & ( progression of disease within 2 years,
POD2) R EH

AR, FT ctDNA —Ff, 2k ofDNA JKF- [A] #E B
A BB, Desmots 45 5% 123 il 4 DLBCL
FRAEBEER of DNA JKP-FLE A A1 R S5 A R
P12 cfDNA JKF- (> 55 ng/mL) J& Al 57 i i R AN
RAUS R, SRR OS A1 m ofDNA 240 #
FL R-CHOP J7 3697 J& & OS B8 2%, i #6f Re k97 i
I i 4 AL RS AR AT 203 OS,

T RCRE AT Z & HET, B 40k R T
ROTAS bR E 22 A T 52 AR F K & (4 CT " F-FDG
PET/CT %) , Hrh 1) 2014 4F Lugano 2313 & 1T ik
ELR YT AT 5-PS 3534k (Deauville ARif) fiz 0 #
FIM . ERARE VP AA RS 22 )5 IR A, SR A0 SR
FIRG 8 BE AL, 0 PET 22401 T i ARk CUR (4n
HL DLBCL #h# T 20 MOk LR ) 257159 e Je R
P 57 25 R T E S8 PET 45 SR B pE ™ B
AT 15% ¥ DLBCL 2% PET 345 )y CR J5 5 4
SRR /NI R PET TEAS A BH M 17 52905 201 R
gR1,

WREIE RS B3R Y7 IR , ctDNA ZKCEARfR R ZL, o] 4
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FFFROTAL $5 4%, B0 Kurtz 257 R F§ CAPP-Seq
LB 217 5] Z .y DLBCL (835 iR 97 B 1] /Y
ctDNA K-, 2558 1 IR YT 5 ctDNA ik B B ik
2~ log fH H) B8 4> T % I i (early molecular re-
sponse, EMR) Fl 2 Ji WIG 97 J5 ctDNA ¥ B [ ik
2.5 4 log 1B B9 I % /3 T % ]2 % ( major molecular
response, MMR ) 2 0] PEAL J7 %45 5 348 ctDNA /K
- IPT i) PET PRALZE AR L , EMR Fil MMR 4845
A4 B F DLBCL /8 % — 23697 J5 B M 4F EFS
F1OS, [ P24 BF5E 73 il DLBCL FE3R7T
HI RTINS IR — 23097 5 1 R 51 ctDNA A5 %
W, WA 2 JIWNAYT S ctDNA FEEH] R H B35 A
4% PES 1 OS,

TEHE B 2 Mok U088 vy, i) e BREL 25 2R
Spina % BT 24 ] ABVD J5 SE3A7T I3 I 24
WA FE A 4 Wk B % (classic Hodgkin lymphoma,
cHL) f835 ctDNA JE S Vol £ ds .2 J&19] ABVD Jy
ZIRYT IS tDNA YR FEREAIR 100 1%5/2 A~ log {HZH
CR F1 34 A 5 0 ¥ 4, 231 PFS # K., Lakhotia
SR Tg-HTS R0 53 i) MCL f# ctDNA %
P, o B DT 12,7 4, 25 R BoR 2 I SIiRIT R
ctDNA [JJPH2H 3% PFS 1 0S K,

ctDNA Fl1 PET-CT A bt HRF S Pk it | R 0%
15, S 5y e BT e £ ey 9 R A2 o kB T
BbyRE & % . 0, Roschewski 250 s H Ig-HTS ¥
il 126 5] DLBCL f£35 9 251 ctDNA %l , 47 b
Ui 1A 2508 .2 AR YT I B9 b PR AR I, otDNA
PEME 2 H 35 5 48 2 ok B R 5 ) (80. 2% ws
41.7% , P <0.0001 ) ; 7 T I i 928 52 & J7 18T, o 390
ctDNA [H PR AE R~ 62. 5% (95% CI. 40. 6 ~
81.2) . BAE T M AE & 79. 8% (95% CI. 69. 6 ~
87.8) s TR LI IA B CR S5 0AYT I 09 W DU BE U5 By
Bt Cox HLM XUBS: AL 70 43 T {7~ ctDNA FHA 20 19 &2
R SR oy 228 (95% CI: 51 ~1022) , [P T
DB 88.2% (95% CI: 63.6 ~98.5) B Fl il &
H97.8% (95% CI1:92.2 ~99.7) ,ctDNA A&7 3.5
A R E) T b g i R 2 & o

MRD % Fe8 57697 P9 MRD Wiill7E B 4
IR LI VAT T IRYT T AN BE T I B, S B AT R
SRS UNARTT IR ST S )2 TARRYT S B
NEUREE WA g 52 Rl 4 3B B e RV AR | & Bt 24
AL O A5 PR IR T A L % LR T MRD
R SE AT T e 2 & oy (VR N A R
ARG F R DA b A6 A Il tDNA S ) 2 B 24
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JHL IR 98 A ) S50 R0 B 17 B B W MRD 15 A5 )
T H A

ctDNA Wil MRD 75 3 #p %45 : DAPCR & ASO-
PCR 12, 2l 2546 000 bk L4988 45 = A PR 5848, 4 cHL
) XPO1E571K 2£748 FL 1) EZH2Y646N 2745 |
LPL/WM () MYD88" " s A4 H: VAF {i fth £k v]
by MRD A8 4k, #5050 & & %5 @Ig-HTS
%, T HT > 80% 19 B 4 bk LR o, AN 4451 B
AR R S 1Y s B VDT SHERSE B, SE B
Je4 MRD Wil ; QNGS 74 (U CAPP-seq 55) , ]34 ctD-
NA 7K A e I b R G 56 R 28 28 IPAY oo Pt it
Ap R 25 AE R S, HARIUE B AT

HET, 2T MRD 5 I 7% 9k L9 4 2 8 3
— R A AT O AL 9 MRD ) 45 SR
HKVHHE G BRI J7 28 CAn T+ B ks BLIEL/ LB R 97 B
HRER R/ AT IEIGYT A ), LASE B B4 A bk L9 A
LB HEVEYF 2 L MRD 48 S0 1S B 4 )2 G
7R WS AE MRS &R MW ALL | CLL 45 1l 3% Jib 97 45
PR BRI AT 5 2 B i T A A AR AR T
J AL B2 A bk U 0R rh B 0 ] i R HE T B S
B, A B i AR 6 1 e AT e

£ CAR-T Za a7 v oo A APz ik
( chimeric antigen receptor, CAR) T 4l @I58 )7 & —Fh
B ES T TR MR PE DLBCL \MCL 45 B 4

A
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FL bk B0 v LA R 0 ORI Y B R
5090 Sworder 25 T T —Fh A FH AN i tDNA
[AIE R I CDI9CAR-T &7 F8 35 b Jed 4 i #1 CAR-T
RN AN 5 v, T SEER CAR-T 212N J1 2% Wl 34
I7 RS VTAL B % T AN 2 b 2 ke A H Y o

% 15

AR, B o T A 2 Kl B AR AT % e
ctDNA 7£ B 4fi g bk &4 984 v ) 1 FH A (8 H 25 5 3
ctDNA J2 g 8 35 R VAR 24 b ) — B iE 25 DNA 5
BT ARAE T AN A 06 M R K T AT
i eg SR kL, ctDNA HLAT BUbE O 8 | 22 4 e
A6 ¥ 6 W ) R o R P9 s i) 5 M AE R 4. tDNA
Kl AR w] 434 PCR 32 (4 ASO-PCR dPCR %) Al
NGS i (4 Tg-HTS \CAPP-Seq 55 ) W K2, 7] i H]
T B 40k IR 0 TR T RT IR TR IS o
IAE AP BE, 76 g Sl B2 W L 1S 20 )2 0 iR
I7 JTRCPEAL  MRD W K i & %z % Jy 1 A
R WE 1, HEBFIE TR, ctDNA Kl
K HEZINS5 B Nk R AR an b B, 7 2
TR JER A A O S S5 TR H 28 R AR
BAEH . SR, ctDNA AR A O RR A OL 3, (0 H i
B i itk CUR 2 T ) A AT 2 B ZH 2T A, etD-
NA Kl g ASRE 5 AR SR KRR ARG A

B BT B
fg W ALK
2 77777777777777777777777777777777777777777777777777777777777777777 PET/CT
- -
) BKE
sl N\ CtDNA
> ]
=g e T LA AW
< —'% 72 AR sk ?? ﬁk‘iﬁ&{# : = 3
2= R . 18 0 1% R K
T % W R MED.EH MRD:S 556 7
T RO R b SR B R
= ERKGS

B 1 ctDNA 7 B itk B 05 442 4 78 o oy Jr B 7 7] [
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