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DA 75 U] ) T A5 A% B A% R (deoxyribonucleic
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1.1 ERASEFEAEN

FE PR 2H 27 9T L L A B 254 DR R S
HAREAE A28, EEW%%GE%#AEE%WE’J
JITA FE R 48R BT AR DG R B H A= AR 5
Ml o AR O A AL A5 e A 73 B B 510 4 B ]
E Rl S 1P T A 1 N U B <V 2 N B A 2
— AN NZEHE DAL PP 19 A, B 22 B 1999 4F 38T 30
2 3ETTRE 22 100 27T, il R A 0 1 X 33t 1 78 S
Q] T BOP N T JERAPEFIIR ST SO 22 5 1 BRLAg . H:
Hh AR I g A (A B S5 P DO I 4 K AL
D) TE By Bt , AL RE S TE 47 s A 2 2 45 A s, L
[ Fof PO e R WAL AR AR, 1A, I AT HABE A, 2
A 22 H o i R A Il BE S (polymerase chain re-
action, PCR) 1Y 512 7] FH A ) it Y% (o A i b 4 B2
R A 5 R R ZH BB FR Rk , T AU R
TR O B Ak PR 0 g, R A g A XU DY AR
AR T 3R 18 35 1 DR PRI 200 A 3 A T R 2 28,

IR T R T

BN PIIA B A RSN (A e
e R'#T%ﬁ%fﬂ:af—W‘fH (o, 7 5 2 i e e

AT TR L B B BE I A, T g e ik, il
Tk T 3 2 0 R 235 A A A R s i PR e 5K ) T
A IR AEARIC R A SRR R 2 WL R 2 (epig-
enome ) o JifL W WE 119 F LA A8 M 2 i UL I — A4k
e TE IR , KA 70%~90% 1 il w5
WE b L ARIR S B T A A I S Ak A& M 11
FEARALFE 2« — b fff FH 2 W0 At PR 5 Ak P Ak~ A M
DNA J5 #4707 A4 A FH 46 T sk 2 6 b g
WAIEN 3 AU AT DLSE 3 3 A0 R AR T A S
BRI R LA UL PR 4 X 9 4 B
FIAIER B4 45 2 R A S ™, AT LA A 5 e e
ﬁﬁ”%@w%M%m& PR S5 1k AT 1] 4 S5
B DR T R I Sl R R 25 A 1 T =X
l%%ﬁWﬁ%ﬁﬁ%ﬁ%%Eﬁﬁﬁﬁlﬁ
P 5 A% A 5 B 25 R 2 [A] i PRUR G 2R 7T B
Gy 2%, FF HLo] RER AR AR (A T 59
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1.2 HR4A

e S 20 A WIE SRR A A B 2 b BT A A A
P2 (ribonucleic acid, RNA) 43 (RIEE SR 2L ) (3L,
P> T A AR AR BRI A . RNA B 2 4G
A3, 45 2 i £ 1 B9 RNA (messenger RNA,mRNA) |
KARZ % RNA AR 4 85 RNA (41 microRNA L/
P RNA /M2 RNA | piwi F./E RNA FI3E 3% T RNA)
KR RNA. RNA MU /7 (RNA sequencing, RNA-
seq) J& T FH I FE S 2A K, U7 i RNA BEAS
HE B FIE M RNA B 5620, JEiR 72 mRNA b 2
FE A RNA, #9550 25 UTAH O, 48 (HA
PR Biinigg = B e A 2R A T R

AR T 2009 4 1 540 i % 51 2 (single-
cell RNA sequencing, scRNA-seq )™ J Ji £ A Wi Pt
R 1 S % SRR e 1T OO i
PRSI H L 40, 4350 & 700 e AR R A v i
A 02 AL NS A P 5 (] [ S T AR
3% Bt (National Tnstitutes of Health, NTH) #% Ik i1
R, 3X SE T A RCR A A BB I 40 i 28 A
FIIEEIE (AN [ A AL

scRNA-seq 1E IVl B A ¢ T HA T Y
i T 4B 43, A SR 10 4F A RE 23158 4 K W it &
RNA 5 —HFET 128 o seRNA-seq 7T LA —
GG A [ A 2 D i, JE s ) 4 2R R
S e A DA [ 2 S T 7
RNA I J3 SC P e 4 9 6] 30 5% 25 ) 45 5L, oG
A i 3] #) (laser capture microdissection , LCM ) I
BN LI iR mRNA . JR A7 5 5% 20 2 7 v
D 368 o 00 7 B AR AE 20 200 v A A . s T
e st 20 2 7 Rl A AR A AP g L4y 1 AR i
AL, [ AG I HOB 285 0 sh s e, ol LK 21
MY IR A Az BT AR DG PRI ROk, iX
XF T B KK D RE A H G o HES, H
T, BT AT 23 8] 20 27 05 15 AR TR e S U 2 i 0
B A o A T T AR A AR R A 5L IE A PR
JEE R T IR IRFEAR, IR AR s IRB A BR ],
e3[R A 2 0 I T Tz
1.3 EBRA

BT 2H 7 RE A8 i R B 2 $th R 31 R A 20 i

SCHLBUP T A E A BT, W LI R SC 0 =, AN
1 92 W B 2 A (enzyme—linked immunosorbent as-
say, ELISA )3 H I/ iyl A (2 b 4L
TRAKNDEMAL W TMHEA B, EA5
PN L e e S TR uNsiNi: a7 e S e DA U |
JoT ZE ARSI VBOAR 2 BRI, Her BT v
B AR B 2 1 BRSO RN e BRI A b, TS T 0
F 3 60 25 1 S 2E ARG DN T RE 2 B A S 4 AT 3
JRVENE £, 5L TR ) 8 B A I U v
EEI N 22 T HUREMATT %, L) Olink 24
A FE T IE OB AN T L, LA SomaLogic 23 F)
ARE o 3K 2y AR AT LS R i 2
DUSE , VT [ I A0 0L T8 o 4R K JHC Al A 4k 8 2H 21
SEHUYy R BT R BT, AT S B R GE R
SN

R H BT HOR RS I K S T, (H
XS 0 U R S R R AT B A T BB S T
AR, JEHR XS TARFE B R 1 4
ol T SR TE IR A R AL A5 it b B it
PRV R ] 1 [ A 22 5% 0 A, 8RBT AR
BT 8 R B AR A T LA 3 ok 8 0 0 R B3 9 485
ESUVIR LSRR RL N2 KA SR 7 4= I/ el Fulyil
TR AN AR AR HI R R 1, B 2RI AR BV E T
HAY, ETE RN, & ARSI, a0
B AL MR Gz Rk S AL S R TR
T BB JS T2 AR X S A 0 T A i N E S 5
5 s A T G E
1.4 RGAE

“ARBHEH " 1Y 2 5 A AR SC I BT A /Ny
T EAEEER JEE oK G RME TR
I PR 1 288 23 8 L3R L PRV PT84 i o il
UM E IS RTECR |, P A S 0 Y
WIRPEFSMNE R A U . — i = AR
P 3 BT LA ST RIS A i A Y S A AR AL AR
Yok V-8 L ] S5 AT BE T BB (EAHTE R
2 AL A A, AR R, 3X 4 v
PR A At ok 1 PR, 4 AT DA 2ok A 0
PR 7 B AT AR o B P I R K f 0 6, H
FRGEW B Il H T B TCE X B ik DA IS A]
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REZ AR o 5 A 27 A DG A B8R 22 R R
A5 L YR (nuclear magnelic resonance, NMR )Y
1L T % (mass spectrometry , MS) 1) 7 35 (/A
{0,33% — Ji % (gas chromatography MS, GC-MS) ¥
£, 3% 53 B 3% (liquid chromatograph MS, LC-MS)
1B 4045 H UK — B3 (capillary electrophoresis MS,
CE-MS) . it i 3 2 iy py AU 4 o
IO A, BE A 7€ HE 53 BT 1000~2000 F A4 , ix
AL TR T REMNE 2 EEE L ZHERE
TESES , AN, 3 3ok 22 2 78 ThA b 1 B o 4l 4R 0T >
BRI AR S SR, DX L E AR S i A
AN T e ShATS AR — AR, 5 ) A B S
RE BB TS Z R R 2 A KT

N ZEAR ] 24 B4 72 (Human Metabolome Data-
base ) &L & AN /N AR TR R Y
Bo DR PE, W] FH T AR 27 I, A I A AR
Wy 45 M el L oof MetaboAnalyst 5.0 S & PR f
Karsten %f H fif € A& & 1Y . O T F FH AR ] £Q i 40
FHEAT A2 27 A B DR A OCHR AT 58 (mGWAS ) 43 #r
MSCREFEAT T R4S, IR St T AHSCHEE (hup://www.
metabolomix. com /list—of—all-published—gwas—with—
metabolomics) , AJ L W58 H {57
1.5 WEMA

THRIME TAENE R B R 7S T AR P 3 Js 2 —
A HCE W H S RS RS, FE AT 40 X
Jr 18 e Bk B TE R T G A Y A A
T P A L 7 AL G U P S A L L PR (i
16S rRNA =R 171 75 2 [H 2 DNA 77 10 fig
WFFEREAS v i A 5L X 9 0 43 T W 21 2
AR S AR A AR R, AR 1t 3 b 2 R0 2 200
M e &4 i S B AR o S A, O HoAT L
A EAE e TR b AR Wy A R SR 1Y
FRHR S,

TACEE Wy A 5 i) N AR A B T ) R H 4
R KD NI Y 2= R 1 AN L
51V FI T A Ad TS Y 52, I A 25 W) 97 AT AR
IR G E o B B RS | BRER TR Al

F5A BT A 1 R O B AR A
ki, mTHEYHE R AR B3R

ARG, HAE 32 AR 8] B 22 53 1 BR A, ik 2
TR R AR IR, i Sy
TR BB AR ) 2 B A B PR AR
BEAN T A A 53 BT A B P AR T 528 e
P B JSU i, FTA8 Bidle 128 R A 22 o A 2 O i)
SeAE YT AREP RO RIZE ) B Z BURFELES,
1.6 ®G4AE

TE B 2 U, SR A 738 1 2 B 218 (B
AL Z 148 (computed tomography, CT) 4% il 3t
YR A2 (nuclear magnelic resonance, NMR) . )2
f#i (positron emission tomography, PET) 4§ ) 1 42 it
SO DX Y g 2 P FRORRAIE , O 3 LA o
(machine learning, ML) 77 % X} 45 A8 [X 35 1 5 8 5
B AE YRR Y FEAT RS I R AL, e & s Wy
SRS RSN 2014 4F, JEE LY RS 2 T
K Z B RUE IS  #8iG 10 T 425 5%
F2 32 P O R A AR AR BURE X S kit
WA I 5 0 50 0 Jk R ARG A R 2 S R
5 E W R B AR S & R TR S
gt FRAH G R BIFFE S B3t 1 HT AR A I B, BIFSE N
SURERE TS IR R AL S T2 WY A 1 07 20 PR 33
PRI R Z M 9 ZR , IR0k £E i P 4 faf 3 3o 2H 21
55 K R0/ T RE 1 A8 Ak S me s KUK o 324 1k,
E &R CR B PR R AT T U R
5 %14 4 i 2% A (imagine derived phenotypes,
IDPs ) 22 [B] (48 W7 ThT DG I0C o f97) 4, 2658 v 1) 44K 5 4
(body mass index, BMI) FlJE R Lb 5 K i A 7] X Jak
VIR A AR/ N AR D1 T vy i, s R H A ot A8 XU PR 3R
55 5 H B SRS A S R A AN R B 8 s A
ORI, X S LI A BT R L KU R
PR AT IR (AR BT 7R 2 1 R0 ) =2 8] 114 OC R AL
A I A XU PR 3R 5 0 IR 95 4 R T E AR
SR A, 3 S BT H A — AN IR B % DG IR,
ARG G ARG T M RE S A G

BB R AW B, a0, BRSSO
JUE 4 A~ 1 28 1Y) S T S N RE AR DG , T LA T3 4 Ik
Sy B 2 38 32 B DRI 00 52 ', 7 5 e il 4%
], —IGUIT 50 A0 I AR I 50 e [ AR Wy A T
(1785 %2 5 HEAT 1 2 RREILAR AR A 4, Horh
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401 42 5EE 2R A Z [P E B 141 d Y
PRI H SARS-CoV—2 YL BHM: , If- 15 384 44 A JEK
Yoyt BB UEAT T bR . WRAR AN R R, R
SARS-CoV-2WZ:5F e 2 W Z 18] s B i
A RN, 5 XT B A LE , SR SARS-CoV-2 1)
S 55 35 T A B R [ ) I TR R R
YLV LB DT s D B 2, 5 R R T R
B2 1) DX A 20 845005 b 7 0 1T R A TR AR Ak
IEAb , SARS-CoV—2 JE Y 41 11 42 il R ~H I /N £
YL SARS-CoV-2 12 5 3 75 2 KB ] f3 2Z [H] (1)
NN 3 T Bt o B S, S iE W T 58 el e o
G e R R 0I5 T o 5 A1, — T T TDPs 558 of
B 1) e A5 R BEMLAE SE 38 78 T 9 B 1DPs A7 75 X H
P> ZEAE DR AE RSO 175 R B A AU 2L AT R 2R
M) PRSI 3fE

PSR AL 2 b AT A R 40 2 U]
R, BN, 8 BRI Hp R R I IS K R R BOC TR
[X. 43 PET P45 b 52 B0 0K 52 52 080 95 28 X 487
1.7 HtRB4A

B e FEAR S AR 1 2 A B Tl
PR R K R R R TT . Beb), TR AR
THE N T A H AR S R  (ET ARk O
A 75 A I, B T IR R R A A T
I AR AE B AT AR R AR
e F A R it 480 7K SF, 8 2 ) DR AT WS O H
PRI, FERIC g R SRR, nT S RS I VE R #E i
F 10 FORB G a8 . 4R & n] IR A
I (e I ) A 9 A U s ) o
V)W, A A A T2 T AR PR R
L IEIF G A — SR RESR P E R R A . Bedh, it
22 10 4F 28 BB TFHIL % Bl e 2 1y FH A ) i
FERWIE R X — AT RE ke T 2. KX s
S50 FRAEAR IR, v LUTF & ke i B0 A Wb
AW, DT R A AR A A BRER A 8 2 A XA Ay
SE A B ARGEATINE

AT FE 00 e o T EL K DA R O 00 e e o
B 75, POk BRSO F 1 AR A 2R B0 1 A=
A LR TR ME o R B 22 1 T 2R IR A AR R S8 B b
25 R 28 A 22356 ) R A mT LA 00 3028 Sk

FET N HIRR e 0 T SR, BEAE IV T 2 A H
A VARG R SR D RE U™ . B e T 2 d
i BB FAR ) i Sl R S A SR I
SRR T R I SRR R M A G . SR
T, e BRI, n] S M A B HERA IR 5 A
FH 5 R AT B 2 Wi BT WAL 0 1) — o A ]
T3

2 HFXYWRHOISHAE

5 ZH A HUR I FF UK J2 4 2 R
OOT . i EIUHE, REE RO R T 2R EA R
PRI L o A 5 s, AN B el A7 5838, LA
TR KM S PR AE 23 T HIL A
21 2EREAXEKIH

4 F R 4] 22 IR AF 5 (genome—wide association
studies, GWAS ) &7 A\ 28 4 5L K 413 Bl iR I A7 7F
WP E AR S o Horb e i UL 78 S B O B 1 IR
Z 5 MEAE 5 (single nucleotide polymorphism, SNP)
F 2005 4575 1 700 GWAS 75 & 4F 8 B P 2 A 527"
HORCRR BT AR, GWAS FE Bl 1) 15 4F [E] 45 i 2
AR TS RPN o A 2 U, S NS AR R A
WAL TR 2 T OCHRIESE T, R 2022 4F 7
H L #36000 T FEHE T A 400000 43> fE 184 742
S A DL MR 22 1] B AT 4 i PR 2 0 35 v 1 gt
e Bk (P<5x10*) ™7, H AT, 78 B bR I, n A
SR Ty = =N TG 5 6 ) G S TS 2
O 50 R IR 1) 4 i PR A DGR 5 B A A B
HIE T 10007, IE AL T 2 E RN

JRAE GWAS RS 1 B A , {5 o il — s
HEPRA . RGO R R, 2
AP 5 AR AT AT Hy 22 b e RN PR 45 DY) 3R 3 ] 4
FHPRSE o AR BRSOV B/ W) R B REAS A
UK B RS, FE 2 I EE I [ RN BT IR, e Ah,
B 0 5 B AN 22 o Al 2 iR e T DR
HERPE . J 5, BT SNP ORI GWAS 1 T
PACAFTE M 8L 2 5 S A MELARG I 27 L5
AF (YR B4 7 FE %R (minor allele frequency,
MAF) < 0.01%) DL S 850 52 2% B 4 A SRS R 25 4
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PEAE S+ PR IEITE ™ X5 CWASH R Z WY

O X6 ok S [ T ) AR 2 B, R
AREM R . FHAE P BOR BT, 455 T4
SE NHES T A 5605 B AR TR B e J7 okt 2=
Je AL Y B DA A SCIR I FE SR ™1 e b, i i 5
AT DIAE— e R b 4w SCHR 2 B A 3 1) 2
B BN Al 93 S22 A 53 M 75 (stratified meta—
analysis, SMA) FIEK & 1R A B8 77 7 (joint mixed
model, JMM )" RJ sk 2D FHf AR 45 # 1f5 Of 1) 1) A 5 3 i
T Z2 R PIE I3 Dy Bl 50, ] DL g AL e 9
RIS AL 2P 1) 2 DR A IR T 5 ) DA 5 3 i B e A
A5 77512 AT LA o 27 L 2 78 O ARG S Zh . Bt
AEHLAS 7 T AR B  FOAR Y S, BOR
T B RMEAS S A v R HEERR R S 2 T AR
LA
22 EEREHEXEKESHREIE

58 M4 FE R 20 SCHR I AT i ) — A B 2L R 3
S A RIR AR 5 o U P (linkage dis-
equilibrium, LD) L™ )17 A7 4F 19 3 4 A DX ™)
T R 22 35 PER S GWAS i i PR SR AR S R 356 PR 7y
P DN UE S0 e o Sl s 122 L RS RN UES
I 722 S 5 A X T Gy B 1) 3 R A M ) R K AR
ERAGWFFEAAXS B o — A>T A e 22 491 i ik
T SORTT A Zhi i 72 55 W e 53 ni 1K 5 JBE N5 2 13 JIEL I
AL WUBEBE XU, fi it ) — e fF 5 ) 4 op T
HEFEARSC B FTO FEIN A 5 128 5% IRX3 FNIRXS 4%
KRR , LA KR 7 4 T B i 2 e 6] Y
KF o RN T RE AL ) BUTE 50K f 3 2L RE™
R LA A SR Y B T B R o o
1045 B, DY RE JE I 4 2 85 T X b — Ik — ML
U TAR AR R YRR RS T
12, A B RE RS S AL 5 A i PR 20 A% S e BRARIDE TS 1) 4
FEINHDRE ST o

TEST 2 b, — A FE A7 R AR A D A Y
IRENG 8h H 5. Biln, DNA JCE H B2 (Ency-
clopedia of DNA Elements, ENCODE) 1 & Wi %
2H “# 2R Il (Roadmap Epigenomics ) Il H 22 £ 7541
T RN IS BRI b A R T AR B e s A
T45A Yt ] Rt | = 2 S DR 2 25 4 R At i

B DRI 21 i e A A IR 722 S 1) ) RE A DRI 18y AT
RE , St T I BB A LR YRR Al I R B ) 2k
R IR T4 LS BB YA o

55 TR b FATESS g 4 S HE AR AR SC 1Y
95 A S 5 TR 5 95 0 A DG 1) 4 i S 2 rh i 45 1Y
F R Ao R K BE o % 40, GTEx (Genotype—-Tissue
Expression ) Bk % 7550 H 44 AR FL Rl gl 2
il 1T b T Y R 3k B IR A AR (QTL) P,
DNA $22 5 PRI (i Hi-C ) 702240 A5 4 T LA gE—
A i U 45 A8 S 5 HLRON B DR 22 B8] SC R IR R
N 53+ EE TR (HubMAP) "1 2 24 i 1]
75714 (Human Cell Atlas )45 150 H K 52 (it & A &
BB b A NS ALY AT R HER S %
P, $2 AT (0 B 2 Dk L g 8 425352 £ 78 S Q] 52 30
B A DL R A

GWAS 45 514 LL 873 Hr & A PR AR A [ PR
Z A AR R A TR &SR #3743 1]
IH (linkage disequilibrium score regression, LDSC)"”
s B B AL H G o3 M 05 1%, i il 341> SNP
¥ LD 43 (— iy i SNP 55 J] [l SNP 22 i) LD JC B¢
FERE ST ) o Ak 2 A PHR 10 33 4% 78 S 1) - 4
o], e 2R U 1) (3842 SCHREE o SRTT, LDSC 3l 5
B 2 PR B R A 5 GWAS 43 BT 45 R A fig
PRAEMERT T . 53— Fh AT 19 35 % 5253 BT (colocal -
ization analysis )"l 15 D1 307 77 72 25 0 2 PRI
5 H () — 3 PR 21 DX g ] —4 DR R AR S 0K 5y, B
A A 2 PR 22 18] 9 33 A% SCIRAIE S . e (7 J7
A B B A P AR A 1235 DR A DXl e 2 47—
DAERAE S, B28 1 2R Z 18] ) 4 DR R ZE S i
TR HY N7 T PR SR AR S B AR, 5 a5 DL i 34y 5
o B[RRI ) J5 B AR o O T AL A A IX S G Ik
FE A I Z 0 S AR R T o H,: Bk
s H AU S PR — 563 H, AL S PR O H 02
ANPERIE S AN (] AR AR S5 A OCHK 5 1, 2 2 PR i
FF PR A S A Sk . 24 PP.H>0.8 I, P BT H, fiR
BT, B 2R i ] — A PR 573K

PRHUR R BB, 0 RBP4 i 4 A PR
SEI CRISPR 2 9 4 4 , 05 1 RHLBEHE ) 7 31
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BN DIRERAE . X L6752 A A AR A5 P G ek
SRR B 15 ) " I 5 e 1F (T CRISPR - 4 A1
CRISPR ¥ 1 fii ") A 35t 4% A2 S (9 J& gt
i) B S RE PEAG TR T R RS RN T 5 A B B R
FTRE' S5 S nY R OTT R LA R N R
BRI P2 i 2 ik 2H 2 J 3R WL PR A 2R 3K
Sy AT DU 2R 0 AR R | ST A P
o 28 S AN B SE S VA I RO Y TE AR L i
2 X SR ATl BRSNS BT A A S A v il
A7 I REIEAT RS SR R AR A 752K, $2 i ALl it
BERYRCR
2.3 SEERKITS

g%mﬁ{ﬁiﬁnﬁ(polygenic risk score, PRS) &
YR A A L DR AT L AR ARl GWAS TSRS T4
it v A5 H 8 A Ry s RS SEO R/IME THEC AL, AT
A A AR B SRR B 1) — Fh Al TR AR
REUE ST A F1 T PRS BT LU FH 950 XU
TR A2 W et , SO0 1) e R AT e, BB
HEIRYT 4 oy ATET A 2o

SR, PRS RYHERRPEAEAE 2352 33t A% K 32
SIIRBE I R D52 o A [R) AT A 50005 45 6 s PR 4
B AL AN KNV LD B A 25 7 D
il e AT ) BT A AR H L PRS 19 T 00 A 14, mT g
PRIAF S PR 1) k2 20 5 b o7 FIA B 22 B8 S A 22 38
B RS RV R 5 o A R AL s A XURS: PR R st
I8 A 2, 7T DLl 3 3 54 43 1 (principal compo-
nent analysis, PCA )% I PRS ALY ; (H 24 £ 3755
RS ILE RN GEvE27 17 5 A SG I, PCA RYALIE
RETIATFR

i T 2 M58 FHE & BAS B GWAS 237 5 12
0 PR & e, A B T4 R PRSs ZEA [A] A 22 8] 11
AR E o SRl 1Y VR RVt 2 B DL AH G 1 &E
1) GWAS L S Ge i Edla st A7 PRS AR . il n, CT-
SLEB"™{i ] C+T 52k 2 % H AR ARERY PRS i 24
I SNP, I 2850 DL S S A RO Al 1 ix 2
SNP [ 4R K /Iy o PRS—CSx!" 3 3 DL - [l J5 A1
LR S s AT 22 B A RO, S R 2 T
(1 GWAS VG GE T H i e 4 T 5 A PRS i) il
feS1o BEAN, Amariuta 25" EE 707 A Bt BT 6

SRR 1A S 0 200 R R e T R 42 6 A A T R AU AH O
T05 P 5 S5 B 4 BT RN 2 A (inference and modeling of
phenotype—-related active transcription, IMPACT) , Jf:
TEAL S8 PRS ) HEA_E T IMPACT 1 BRI A
(] AR ) B4 LD i 22 , AT 412 55 PR 114 8541 5 o]
Bt
2.4 FHEBREEHALHAR

w5 R Bt AL fk (Mendelian randomization, MR)
J&— i 2L L A R T UL M R R A T PR R
T 114 35 4% 22 43 BT O 1 TR R BT R A R
b AR e A XU R 2R R A= AL T e R T
B, B2 it I 22 3 B AL I IR 32 56 (randomized
clinical trial, RCT) [ 45 S IR HE8) 1 22 € il
DT FE 3 VH B G R OIR BT AE 25 W) 1 R B S N
FHMTS AR A B R B AL 2 R b, S R AR A
PR G R AR L R G BN A R
2R HREE” . MR 5 4 I ) 2 i DG IR 1) st
A&7 SR SRy TR 1R 3 A 2 8 R R W B Ik
PERSZA , A 50k G 1 B ) PR FIR 24 I R T4,
O T B Ay A0 3t A D0 ) 5% i N 45 Jmg 22 TR £8P SR G
%o 15 0 MR ZEAT PSRN , 75 06 2 34> B
B AT, (1) AH A (relevance) : 2% T HL A2 &
5RFEHNE B E LI, (2) 132 (exchangeabil -
ity) : T HAS 5 FEE R AR RIS (3) HRERIR
il 74 (exclusion restriction) : T H. A8 & BR T 8 1 2%
NS AR D NIE k; DOEE SRy A 8

Z 7% & a2 R BE LA (multivariate Mendelian
randomization, MVMR) #ff 5% J& MR [0 4" & , 7010 4h
TF 2 Fhal 2 Fh 2% 8 X 45 SR n DR RS2 e . FE BRI
T MVMR 35t % T HB], 75 283 2 LA (a8 4
B agt il T B 5 3> F i 78 B 22 () S 75 W AR A DG 1
BRI, 0o 204 A 1) 22 8 728 1 9 A 35 e e
i FH AR A B BOSURE A B | 33t A% T B K00 %
PNSREA S S b G A D R DR ek -5 %1
T {E XS5 R 7 AR R e (Bl i A 4% 19 A2
) s THAT LI MVMR 0BT 9 A | BT 215t
& T RAR G 1 R B HR AR Oy 2 g 72 B A [|) — A
MVMR 5B et T 3 6 22 2501 D 22 F1AR 415 54
JBE R 5 LS T A T P Tl 2 5 i A
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SNP 45 5L K ) 5 S , vl DA 38 AOK -5
P 1) Sargan Gt i1 i 5 3L TS 1Y Cochran Q 48
P il ] MR-Egger #U RS 56 Z2 504,

— B U, BAAR B MR Al T 2R B A5 SR R
PRS2, i MVMR Al 315 Uk 28 8 X 45 S 1 B
SO o 3K S 5 M) 2 5 A ) B e T AR A o B R AR
ZIE YOG FR LA R HAth 5% 55 A8 1 5 45 2R 22 ] 1 %
Fo BE—AF R 2T BB X, Y
) FE R X, BESBIRERE . YX,EX
(0T % PR 38 sk AL P 1, SR B MR ORI MVMR
AR TR) B PSR ASO0E o 24 X, 2 X A R
B i MR FIMVMR A i) PR AN AR 7], For
PAARHE MR Al T X %45 3 1 S50 s MVMR Al 1 X,
AN 2 X0 5 R Y AR

SR, B4 22 21 2 S B R R ) R g, B — 2%
75 12 i — 25 O DR SR S BR T 92 18R B & 4%, MR
ST AL B PR . BTy e g R A
FEFRYE LI MR AEIE : MR B & 35 1% A8 S5 (G0 1o H
—IRFERL N R R NS R AR d ) IZ AR AR KOS
N Z2 35 25 R EOTCRL MR AR A, 11 5 2R st
1A SR T 2 55 B AR IEF D)aE (52 2 5 A7
KB ZE G ), AT AT RE 2377 A= 78 G SRk (B 3Z AR 2k
B AE R AR 2R B A bR A K 3G (R A g
9 DRV 14 /57 ) 5 Mgt % A8 S 5 Rl — & 42 A0 AR
(1) 22 MRS P DR A O | A 2 532 i PR SRS DR 5 2R 22
78 2 I TR P 1), IR 4 45 MR 45 SR R WA A
TN (HAE A 1 v U8 R RN — 2 S AR XL
W s an R R R AR 24 RARE A R R BUE N , MR 41
Br<s 77 4 L RCT SOM M A T 27 F 52 T K i
SAGTHE B 2 PR AL A2 S 4 A 3 ] — A
BRI 278 5 MR iR IEAERE 32 W, (HaX o] g
HE SR,

25 ANIBBEESHFEF

AR L2 2 TR BE 2 2] FR IS 75 A A%
N L% BE (artificial intelligence , AT) 35 2 HURH & i .
Wit A= 0 B RS ) AN BT ™ K, AT 138 T
HT 22 KB 07, JFUAS T RAF "™,

TESE DR 2 2 1, S5 EE Y R R AT N T
A SR B Ar . 2SR R e S 3] 2 5 B

2 PR AE A B B AT AT AR TR AR SR — A
7, b 52 % KR IR Bk . X R
W S BUA B TR L R A 2 X Sk A T PG T 3
A%, X — (S T LG A MG B0 ik
1) UL gk 4 31 T R T8 S ARG A TR B 2 ) R I &
J!" BeA AR S A ik A T 2 A 1o 4
I AL 2, BN, T e A e w3 R 4
DX 3 ) 2 AR A T A U A 2R, BILR 2 2T 7R 5L
P A8 S L S SBCHE P T Tt 2 B R AR = RO
B, —Fh L T2 5 [0 3 A BL RS 27 20 ) R oSk
A Bt B K R R 5 R S PRI DG, DA S Bl % 5 it
95 O TR AE B0 3 7 55— 3k DU 7 Y e K
RLSR A 110 DL 37 ) 45 o 3k )[R RE 19 E Y, 3
ST A TR % L 35 A T R S L , 2 T
5% 57 R 12 W I 35t A 0 1Y i D R 5K B 30%~
509%™, FE—THEIE ok A S E I Z IR 24 Y
13449 & Sk # 2 Wi 3y 419, Ak, 5 56T
(8 75 AR B KA LA 2B 3 B4 I A 1y FH AN
iRy T UERPE, i EHLAA A 0] BEAE AN S 8 h A ] Py
PEAT 5 WP 56 F IR RI2 W,

TERE ST, S5e0) A5 S 20 0 B ik a2k e
BN B AT 5 S5 0B T R B0
IR 22 S FRFE M 5] A DAL RS 4 5
Y3 BT AT Rk — 2 T30 A L AR S A 9 4 A
FE— RALARIS W0 55 DL £ 3, VRS S
Y1 8% I B R U T 8o As 5, ek, —
AL N R A7 3 R S P ek AR B 4
ORI 0 43 2 DL S 0] g R 3 3 A4 3R 3 7
FESRAL SR AT T i H B 122 4 5% —
MERSE, — AT FH 32 J2 TR B i 2 TN 45 11 R B 2 > A
T R 3 R LR IS 0 1 A i R
(22 R 25 (1 — B BB A% i R0 2 2T Tnfal e A
Bl A N 46 R, SR 5 T A [l s i A
F 22715 ) L JRE B 1 0l 35 RINA 0 50040 vp S5 o 97 432
O A RE 1, 3k 8y s T AN LT
K HIRAL R BRI A9 12 2 4 4% 5 509 26 1)
Wi IR R AT 2 T 96 M pE R A
A5 HEAA —A R MBRE R,
T TR AN T B LR A RNA 05 1) B 428 53 Al
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S WU T KCTD7 i) —AS By e 25 A8 53, I
WAL T AT PE WU ZE M0 12

FERR A2 00, TR EE 2 2] W AR J LT84~ TAE
TLREARIA T H R R il i a6 2 ks
SRS I G AT U TR 2 2] W 7 ik latE T
e RRBOG IS B 0, I FH S B 2 4% T,
AR DAV ity Y0 A B 1 B i), B B TR (i
FE B B R A0 SR T A L e N 4% A
ST TT L i AT LS B4 10 S Bl A 1
RS, A, A RIS R R R AR AL N
TE A FIIRETN , &5 7 ek 259 & Tk,
URBE 24 2] I M R — A B AR S —— Wb &Y
R TR H AL T 4 ) SR . A — TSR op, ST
K H 54k 7 BAS 24 17000 44 TC B PR 1Y IMA R
HE R, I 25 T — RN 2T A (f0 45
FE T2 5 0] (R A TR 0 A L AR AR ) XoF 33 [ 2 4k
T IR A 11 AR R b (an S AR &R
O I A5 2 B ) XU ) EAT T A B8 E BA B
w94 TR 11 0 179 2 2 TR0 SFF AR A 7 1 C e i 4k
0.83, & WI AT LLFH T 3E A= AP A DU A 8K 1 A i
JHFe Al B ML AR 2 2T 8 1 B 2 ik B T
AP JH0s  BA] 2R 2 v 3R R 4 26 1D 42 400
LT 7/

FEARI A 2% 2 0, TR 2 2] B TR e R
TR IR 2T o Liv 55" AR ) ARG 2 2 i A
D5 T KA AT R I2 W, 3 5 e R R A
2 a iRl kA TR R [ S € R A ] L [ESE P ]
e ARG B 12 1 A 9 0L 1) A 2 s 3 (fE
I S HE TR | i 5 Pk PR RURT PR AT HILIR A Ry i e A
B XL, KRR ) AR A A 2 W R R T
6 1% , I B UE B 0] = 40T W il 2 148 142 S50 o 119
A RORNE . AE G 1) — T, S B P45 A
PRI 2 i T AR S o2 il AR S0k it
SCRE AL ST T TN R R R = E 2 T, SRR
[ 5 BLH S 7E n 4 72 (8] o 4 31—~ 88 S 18 R PR 1
LM, A — AN S, 4 JE R R R AR
SEPRAL T 2200 18 B R 22 25 I I SR | 1 4
7 55 A 5 s T 285 DD AH DG Y 2 4 8 AR Y Bk
SEA AR T AN S A B R 9 AR

3 ZHAFKWIREIG KL

SO SRR ORI T B E I B2
S RS A B 15 2 AR I AR I T2 A 00 R X
WIS EHEE A RBNIRY . DT RESH¥
PRAEEI 431 PGS W5 T | 25 ) 8 e LA
FAVEACBEST 257 [0 (8 — L6 35 hy ) i) ZE 491
3.1 ERHE

BEA I R IZ BB AR AN W7 A i, V8 2505 1 €
SCIETEZ 858 35 (B AL B P PN 70 57 BT 14 14
RIS R I 5 B T AN IE I LS . XTER
P U B R, 0 AP R RIS, B
S T A 1 2 U A AN R S 6 2 A 0 45
KMELAUER 43 407 21 H TR BRI T A Rl R S
BRI R G RARE BN, Ji it 22 241 2 KB 45
B4 25 S P 1Y R84 A 4 [ B 2, 2 13 12
WSROI T TS R A S SR

Wit 5 1K 8 22 1Y) 4 2 PR A 00 SR IR A 5 1
B BAL 4 2 7R 1RO AR o e R
oo JIE R RN B A O A R e B 119 A
PreE sl BRI, GWAS RIRF ST R R
AP AL 57 (18— /N 43, AN [ 1 B DR ek 7
O 25 W PN TS S T e B AR o e B AR
Reichart 25" iff H] B 241 i A% RNA I /5 4% R (single
nucleus RNA sequencing, snRNAseq) , H 3 AN [A] .0
JULAR 35 DRI 70 2 i) ) B S 21 RRAIE 25 5 40 b 35 2R 22
S s TR AL 5 g LU JUE A 22 ] B PN AR R
I, U T R R AL S R Y A eI
U BERE A VAT AR BT AR T AR, TR
TR AR RS AR AN 20 M A S kR PR
KRR SR T A A K, R 5IFZ RN RS
O, I E B A Y D RE R A il 4
TH T 114 2 1 21 I 6 0 T e A 5 9 S I P D o 5
J5 SR YT R B 5 S, JUHAE R A T
Li S5 o 0 45 e A R SRR 2 2 R BT
FRBERRALEE A B 2 B A T R R 2R i, Kk
I 4 e Ied 5 e A gk B 3B AR R IR L I 25 57
17K 15T 20 2 P R AL 2R 1 B 20w 3R 5 2 BT e
ARG 1l X e R MR e R M . AL TR R
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42 AP 2738 5 Bl SR XN A& (fk
B <1500 Da) K L5 00T PRI /Ny 1
Xof A S AR Al B B e A BB, R TG
LA AR DR 155 S 2 B 1 ML A R BB
e e 335t % R0 PR PR 3 N A B T A5 A
REERT .

RN A 2H A B s A R T s 1 B
PR AR D2 LT B B T AN (] 22 R R 451 4k
RIS N DR TE S B B, P 4328 2 AN B
P IS A B Rk = 5 —E X\
JrEs g AR .l HLER 2 OriE s 2
PR 22 1) 1Y) S H D00 £ T i 2 figp e 3k — (1) R ) 5%
R . BN, Ding 55" 1 B A 7695 1] A<
I R RAY A= bR 54 R 4 5 DR A ) e i 4R
F% AR O U5 1 A4 ZE 1 BRI A5 Y (noncardioembolic
ischemic stroke, NCIS) A= 4 5 it FE BE A 27 5
WMo 78604 Wb S W i i 43 J2 R E T30
AT ARG T, Tl R o B i 1 S E
A IRR B ARG AN FE 2540 . LA, 224248
5 B 5 A o A0 B 3BT 18 1 S A Bl T4 S
FEAE AT A B THESE R IE R E B 2 Lin 5510
T o X iR 40 i 9% (esophageal squamous cell
carcinomas , ESCCs ) 8 3 1 2 41 22 504 R 2 o0 it
$5 ESCCs 43 A 4 Fp v 7Y, Hodb 40002 95 735 8 (immune
modulation , TM ) X 2 J2 A5 A5 1 BH W77 725 5 7 5 - o
W FATHE— 20T A TR 5B ESCCs (8 IM ALY
Gr2EA% I LA 85.7% WY HUR: FI1 90% 114 -7k
T PD- 13697 [ o

25 L RTIA G T AR A 2 A B
BEJT 14T BN AT S BURS HE 2 W AR E S AR YT 5 3R
AR " A Tk I A AT AR AR R 3t
g 5t RIS AL AR E R A VAR S E R N
AR A RONIRYT R R EIRYT IR,
3.2 ERICHET ST

ZBRT B F UG PR L B2 YIRS
SAE YRR BP0 R BRI SRR DL
AR S KR T N 7848, VR 2 R I IR
W A7 B2 R12 Fa2 RINE B2 K
TRYT 7 GEANIE 24 S B 24 400 T 245 M R I A 1 55 i)

R, 2 RAEE e T U TR A 93 5L
BRI R TT K HER 112 W T2, ] DAARE Bl B A AR
o 30T, L A TR I RAEAR B WA T2 i
HEATPR I TS FNTUI | DL K2 dR IR 9T RIS S
S 1 [A)A U BT I B — 2D R S R A L
I 27 2 22 A2 OB 23 BB 12 W 5 0 1 &
JR AT T

UL A U R S B LR LR R
I 2 R A 192 W LU LA B R IG T A
TR B 2 L e DR 1 R A B DR ARG DM A Y
TR BTG, AR IR 7 35 A1 G DU 5 T ) AN B A
FET DR L DI L AG I 2 2 A TR WL A2 T Y
AP R SRR e 10 5 3 P AR e — T
i 2183 KL 4660 442 55 H 161 Ff = WA
AR E ST BRGE T R DR 00 e X i AL B AR
B2 1Y 22 WL 8 T VR T, ¢ SRR DR 4000 o
LIRS BT AR 5 5 319%~33% , o 25% (1 %
HAT I R AT,

BEDA Gt © 28 R JohE AR A AL B2 b
FO T A A] RADTAR b 2R g A 0 XU , 11 e
SE R RVAE A PR A0 A2 5, U TR AE 12 W S5
o8 FYIRIT Y, 201348, K H R AR AL F
43 (ACMG) "R AR 1 5T ke R A 0 e £ 1Y)
Ak g e R AT ST A B R L, AL 4 82
ANFEPR o DR 1 I DR TE 458 E B X 2 5 P 3™
PR I AT REPEAR 77 I 2023 4F 7 A, K IH
FDA B ZALHE T 97 A Zid 63k vl £ I R L T35
J& MR T 1Y 8 A= 0 bk 7 9 (hiips://www. cancer.
gov/about—cancer/diagnosis—staging/diagnosis/tumor—
markers—list) o Xf T JBAAE R LAY, Tl 3R 72 S5
V187 DXL RS TPl 2 95 g T 7 i 0 P S ARG 0 1 DG B
TE IR AL A )BT A 2 H ™ fiefeg 41 ot B PR ) —
AN SRS PR o 2R 78 S RBOR B 2 A S BE DAL e i
VRAM S S REIR , 2R R A . BARIREAE AR O
e R B PR 2, A Sanger Cancer Gene Census
(https://cancer. sanger.ac.uk/cosmic) , & 50 H 5%
H B RA - JUAS D & G PR AE £ 5 ik A 2
9K 5l PR 2R, ok 40 KL D 0 R AR 7 S 2 G R AE ) XL
W o IR — IE 5 ol 2 AR S T X 0 BT 2 4R S iR ol
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FAR SERARAT MR A M AR 5 5 2 AH AR R i B
JrEM, BRCAT FIHA &5 4 ik S8 5880E Sy e [ (£
#& BRCA2. CHEK2. PALB2. ATM . VHL. BAP1 Fl
MSH2 45 ) I 0 MRl 22248 5 I AR B0 3 2
TR 1 22 9 I S AR VA B 1 — A R A

EFF i yed DNA (circulating tumor DNA , ctDNA)

R R R B TE T Y MR I IE AR R A IR AE

(R R0 P Y DNA . YRR T8 A6 4 R T LSS o R
I 3% () 3 25 DNA (cell-free DNA, ¢fDNA) H1 (¥
ctDNA, Jf 7 FH I8 7 5o R 245 1 A6 ) 3%
B L I 6T 4 T RD R T  AG DN 45 Ty
o R TE R IR Tz B R SR S g
iE S5 L B (AT S5 0L RN s 0F Ji 2 5 VR T
AL IE A5 B . 1, ofDNA IR 5] EGFR 728
S AR /N A0 il iR K 4 22 EGFR M RG YT 5
BB 2R B A K A2 /K (EGFR) T790M 28 A8,
PEAN ARG KA T 12 FH T WAy 7 e 25401 1 ff
it 250U o ARATPE I 24 30 LA A B b 2 Tiid
245V e P I S B A A A RRAE A EE T B R R
K, cfDNA 1) —AN S FAT2 ARSI 4K 5 1 24544 A
K5 . BN, — 00 LR pe e A UG i
F14) Jif 983 T35 4G R FDN A R B4 A 5% 26 B, 78 2235 2/3
(R B, cfDNA ARSI T B 2 48 7% B i 8 1 A TG
AR A H A R AR (AR B R A, TR AE
HF IR fDNA 1 ctDNA 4 LA R A [] g 280 |
ANFEIA PR T) 22 S8 K™, H MR iR 9T S BRAR R
ctDNA KPS YRR TS K ZEAIK ctDNA ZKF- 3 iy
N FHAEAE R IR

R T IR AR S e a5t % o 4 R AR 2 iR mT 9
PEURE N R TTERE o LRk, K
RITHH KT 500 2 W5t % P22 1) Ji e A+ G 3k [
75 1 EL I B 4 o 4 4 R R T 1 G
{0, 57 598 ) R0 A i 1) DNA H R 4R micro—
RNA"H1 3D F R 21 H1 &, E 52 T 2 W 388 1% iy A2
A I Y08 R ST A g o PR e g VR
3.3 ZYEmALXM

YT e — AT B SR R R, 25 3
PRI 2 2 58 22 2 2 0 R A I AR 552 38 v 1) 7 FH X 245
YW R A2 4 4 3 G T2, FE IR SRR S A

AT REAE TS0 T30 v JCA S  )7, BRSE 1
25T 25 EL S A K I 98 0 A A A A A P v
50 7 NIR BRI 21 2R (A" S8 P T, IF kAR
T AR SRR I 22 4] A KR A B A
2 551 R BN TN | 245 ) o ) B 2 R R
W45 T ELA B e P g AN (B

Fi PR A 27 T v 2 245 ) 2 e BN T 14 B 1%
o T CWAS SR 5 M AE W {5 B 2= s S
BB AT LA 25 R AR IE S, A AT ReiE U
BT 24 ) R R P 3 A% T L[] 42 00 o 25 ) R0
RN 254 K B, I 0 259 FE R A R AR IE PR
40, Okada 25251 5 GWAS PEAG 73k [ M5t 10 77
24 BRI P 27 3835 19 29 100 J7 4~ SNP, U1 T
101 A2 KU 577 98 XU o7 o5 (L 42 4SR5 &
A5 IR 3 T O REFE RS AT oS
ARG A BE 53 AT B AR AR 2 o B s, DA R R
T 55 NG Gy il I YR s A 4 L 2 A o i
DAL R 53 /0 B 2R 280 1) st A% TR =2 43 B o 1%, 76 101
ARG TSR T 98 A E WA vk I K . A i
Jeg 2 b P B R RE A 1RO (AR 200 B3 6 R 4 v 9 9K
BNRAE AT XX B AR [ 2 sk 2 A A
AR AT A 5 ) = 1 (1 B S R = v ]
Ji9 1 1f975 (CML) H BCR-ABLI il 45 35 4 () i 96 25
WG 8 Je (i S T T 0 ) 75 ) ) I S %
CML (83 W T 7™ A T i P 5 ), i 75 77
i -5 8 3 AL

2 25 P I R 445 SR 2 ) U R A 1 A
TH B B i FH 22 28 = B0 23 A T DA A5 %) UL A%
B, BRRKANBR " FRIAR () T HA 56 v J s 0
1. %8 72 %5 (cardiovascular disorder, CVD) XU & A
S AR LA VIV AL AR R, X 32 2 25 IR YT
(AR EA T 2R 1 T A 2R R mT AT B 1 25 X o
B ER Y, AT 2R R AR 252 5y —
AN FFE AT T 2 250t b R v R S H A
TRAE DA TR VR, O T aE— 25 e AR AL
F 5% 38 F MR K A 7T 25 245 ) # 5 (HMG-CoA
M R ) 55 09 S 0 SQIBE, T AE 2 YR A BT R A L
L REE Bl 245 A A5 B BRI 1) O, SR e T it
R HMG-CoA ib J5i g 5 I Je PR P 80 19 & 2E
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A6 R A1 S A VAT BRI T A fR M R G0 AR X A g 5 0 4%

Il SR 2 2 4y B 3l 1L 25 W FR IR DR (signature
matching ) 3 B 245 ¥ B F| FH (drug reperposing) ) &
S5k AT TR 25 R SR R B S
P2 EE S-S W R B - A 2% i
FME BARGE B, LLITAR 25 W) — 52 i AR BL I F1 24
YI-25 AR . 2006 45, 55 143 “ %4281 (connec-
tivity map, CMap)**'Z% J¥ 51 S WAAi , %07 51 4R
388 3 e ] ) DR R AR R SR TR L 25 R RS
AR . 2017 48, B A o RUCHE PN R 3835 230 07
£ L1000 9 HH L, N — 1% CMap® i HEBL 4 Z 15 4™
KT 1000 4% , MBS T 19811 ML ek
BRI RIRBAE T . 25 B DR AR I Y B R
HufEHE T 2 A I . Wei SEPLEL T A
T 164 T 25 41k G Wy 0 5 DR 2R3 KRR 33 0 X0 W A
T 3R VA T BRI 245 114 2 1 AR 2 0 o
PR B RSG5 P & T 9 SR DGR B R4
TR I A1 1) 70 B A AR XA B B AR T 24 B
P T CE8 200 1 L ) T 7 A e R L X — 451875 3
I PR S5 1 S A

PR 24 ) e PR e 3k P X T 2 A s ) e R
B R S B R AR N R e i 8 33 i 5 i i A
A& YL ], 1% G2 14 P15 ALy A B ATD SR AN A 5 22
PRI | 5 TR B 2 20 18 245 40 5 DR 3k JR1 s Fot ) 7y i
A B ST DT ) o A, Pham 527 TF & 1 —F
22 3K 1 T I ML B 2y 1) 16 Bl 22 ) 25 D7 8 DeepCE,
LT S P 1 4 AR 0 23 KO v L S 3 e o
TASFRRIE , P o T 2 LR TR T
Ry R A 2Z T4] , R 4 2% v R DR 22 ) 8 S K, A
J& TR 220 22 2l 28 9 2% rh 0 32 8 Ak 2 )
AR Bl ) 22 S FE T KGR 3, OF b iR Rk 5
COVID19 & L[R]3 3k ik 2 [8] ) Spearman 55 2% 41
R BOR i 18 25 1) e v B 24540, S 40 2 1 10 Fif
25 A S R 2 R E RSSO HA I R 1
HiIst.

CNEEZTE YL YR ) NRETE 7 By Gl 1
PEREIL I 2 W I 1 i RT3 A 1) 24 )
IEAMAA 22 57 %0 8 T 7 A AN A S e, DR8I T

PR BNARIT IR o S T AR — ), B
FHIE T GDSC (genomics of drug sensitivity in can-
cer)™ CCLE (cancer cell line encyclopedia )55 FF
B I R RLIRRAE 245 49 v o7 7 e A5 dh A | X S B al 4R
PAE TR AN R 2 2 B SR e RWBHB H  |
AR A RO R X SR S 2
SR e DA R AT Rl A 8090 25 D RE R AR ARG &, 1
PHE KRR 0 L TR AL 1 i 25 ) R R 20 2, DASE
BREGHyue S5 o S Ah SR T AR R A [ B B 2 [
ARAHEUIBANEDT I3 1 52 50 B A AL BT R ) 25 5
)5, Yingtaweesittikul 2225081 & 1 I THREAEZ5 )
JBE 5 (9 25 5 LS KO i CREAMMIST , i 508
JEEE T DU ST RE 2R AR G B 5 1 A [ B8l 46 o il
AT AT A 700 i S AR AR A 2555 70 i S N 2k, 1l
T Kt A 1) 245 0 i 7 T kg T RE
3.4 ImAKiRIEMAMELEST

e 12X 6 ) B8 T M PR A S+ e 2 ) 20 R
Z—o SRR TT ST TR B R R I R
ST SR PR AR AT 1T R AR BT AR
18 2 WO B ok B 5 R AR 55 B sk, ib A
RS AS . 55 T R 2 e F R HE S 2
LA Ko A% 455 i PR 1 96 15 1 1) 7 90 7 A e sl A4
Arp R RS IEIG YT TR T AR

5 20 22 AR AN 21 {224, A= 6 5 2UAy ke 2z (Cn
FRCXH LR ) 125 10 R 13 R IR TR 22
AR PR L4 T A A 1) BE A2 L BRAER T 2 e
P MRS Y R T AR, P At
By UM E 22000 R BT IMITEETE 2 4R N
1 A v AR O AR B IR 2 259% , B3 1 i i
G220, de W), A TR AR 9 X245 S8R e ik — 20
REARAS HPURUK: . MATCH™ I CHARISMA ™ 5 oA
R U AT 1 f5 AL, MATCH 56 78 7w H H i
DRI, SR, 45 T2 5T s B Y Iy
BN RCR  WFFE 7 DR SRR I O L /MR
57 (DAPT) , AR5 A v 18 i XU 399 N e R AL 4
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A 25, POINT IR0 FP K A TG YT B 0] S 30 i R 4
Ml TS 45 B A AT I3z St TTA 2z
A T R I DAPT. 3l o 8 3004 e il /)il 25
Y15 R ROR  DF S BB T — e P AS
i A0 A S I XU =2 TR B I P18 1) i o

Wang 252 J£ 47 T %) — T DAPT i& & , )
CHANCE-2(#5 Gt 5 S5055 14 i 1l 78 5 14 1y v JRL
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Multi-omics big data and medical advancements
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Abstract Advances in multi~omics technologies, cohort study design, data science, and machine learning are transforming
evidence—based medicine, offering a promising outlook for the future of next—generation "deep" medicine. We hereby
summarized the development trends in multi—omics experimental techniques, including genomics and epigenomics sequencing,
transcriptomics and single—cell transcriptomics, proteomics, metabolomics, microbiomics, imaging, and biosensors. Furthermore,
we introduced progress in big data analysis methods such as genome-wide association studies, interpretation of genome-wide
association signals, polygenic risk scoring, Mendelian randomization, and artificial intelligence algorithms. Additionally, we
discussed the clinical applications of these technologies in disease subtyping, diagnosis and prediction, drug development, and
clinical trial design. Finally, we discussed the challenges faced and explored future directions in cohort study design, data
management and sharing, and the enhancement of international collaboration.
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