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Translational medicine: from translational research to targeted therapy and personalized medicine
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[ Abstract]  Despite of tremendous progresses made in the genomics, stem cell technology, and microelectronics,
challenges remain for the diagnosis and treatment of many diseases including cancer. Thus the conception of “translational
medicine” appeared and it is generally believed that translational researches should be intensified. Translational researches not
only include the application of new methods and advanced technologies, but also emphasize the raise of problems from clinical
practice and study and solve them for diagnosis and treatment. Another important aspect of translational medicine is personalized
treatment of diseases, i. e. , using targeted drugs against specific molecular changes in individual patient. Although there are
only a handful of examples for targeted therapy., we believe that, with the deeper understanding of the mechanisms of more
diseases, discovery of more biomarkers and diagnostic methods, and development of more targeted drugs, personalized therapy
will become popular in clinic in the future.
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R AR R, H R AR R EALE L RN
BENRIT, R BB AF RS AWEMLE
FAENEAFEFEFRR FTE FGHATRE
ARBEATFAREEREHRRX, AR KARLK R
FERNFHER, AL, AFRFLSBRERER
MARB T HEMEFNZE, BMNEH S K
fIE B & b 2 % B, 48 Science #E T 8 Science
RER.EAEEFS S
M E FF 25, X B E LT AR B (NTHD
EEm At B EFO R, AR EAE
FHR. EAWNSERF EFRRAEELT
MHEREF A EREFHFREFS, TURN, xEA
A HAEEANBLRAEDHHUEZHRE, &
RATR & B A ET AKF R,

Translational Medicine

1 HUEFHR

REFFAERAHITHAAREANEFERAE
— MBS, BALARABCARKA T E, S8
Py ot % Bl IR MR b — AN A BB F . E 20
42 50 S£1%, Bty Carlsson LB ZE H H KA
MEFEXN, ZEHRAERZEFE ERFIWAK,
WR-—FHERER ABEFETSEEEFAXN
KRR ;s Lk B IR KW E T H
25 A o TR D R F B S OB R AR, I T E R AL
Wizzh RS, Bk ERA R E. AAUNA
EHEBNMEZRTIREMANSZERKN LA
KPR ERIER AR S ERE MRS £ B
EEHEMAEZ EHREER, ZRXABIER
W RT —RAERAREA WL HRREHL N F
WEEREWMETERRRSCEEERDN, X
BHR AR ERSZEBENMERRERT £,
Arvid Carlssontt F 3K 45 7 2000 4 3% L /R 4 3 &
fREFXE, THFH . AN RTREATHEAY
ﬁ%%Fmpﬁ%%%E%ﬁuﬁwuﬁg%ﬁm
B 4

%%E%&&%ﬁ@%%%A%ﬁwﬁ *
JUEB R ERBHRNR L CE LD ARG RE,
% 5 %K Z (biobanking) ; £ ¥ # i€ (biomark-
e) W R I AL 5 MR ¥ TR b
RNA #1/h T3 RNA #£&Rm K £ Rt iT # WA
MART A E KD ﬁ‘mf*%fﬂ i 4E &
DNA., JiF & 28 Ho 09 2 87 5 R AL 5 3 B 09 it &
FHRR; AR T a8 m R s KR R
FAEYFE . E B RAF RH — K DNA JF 70 E
DNA ## # 8% £ A% (SNP) ZlE K8 iK5 5 5 A
£, MELMMNMBEA Ry ENRELRRE, & 770

&SNP, # AT % PR B DL UAT R B
o, ﬁﬂﬂ}}\Lﬁb/ﬁﬁﬁ’Jﬁ%qﬂﬁﬁﬁﬁﬂ%ﬁ?J'JT//\HSE i
N REAXEEE LR A B EFHNEERAD,
B , VEHFHA R BRELE AR CELTH
25ty B A I R K 36 (adaptive clinical trial) &7 i%
HERAR.ERATEZMHAYMERERAR., BHF
EEWNZ, A WAL AR N  DNA 247 & Fll — &
TR F B An 3t % AW RO R N T AR, X
M LRBENTG OB BT AT RERBRANY
W, FDA BH#FEAXERNRGEMH EDN 70 F Y
Hy B PEAT DNA 241, LR I 8 0 7 B R B An i
ERAGANE, FEEFSHRHXNA, LA 44
1000% F & B 1 200 A DNA 4l 7 3% 7 A T
WY W ARG T . BRI AR T R R W K, A AR
KMELERMOBTRRFEL>TFAFHKETEXAM
Rty ik Fr B, SR ML E % (personalized medi-
cine) MBI K A A EFFH R G N A R HE A
MARZ - EXERN DB LEEEY N, BH

BEWEG T RN, MR E F 28 B %1/ 2 4 Ao
B BT R T M R R 7 kL TR 2 A R T A
AR AL B 2 4 5 W 36T KR B9 08 B 3k B 3T
0,

2 HEHYRBEETT

A F A0 20 e A A R R E R AT X R A A R
K AT #h . GRS ENNEZA RN THE
WarFIHEHAETENTHR, XA EHGERT F 5
BRI g e R S HLH, oy —
ST HBERTHARERRES R SR XS
ERM TG E R T o, — e 4t
FEAMLE (WA ABERARETZER LN E
BRAEHEEMENTIT RN GHRE R BY,
T LG LB H R RS F A,
IWTEARH R PRk 0 T4
B EW,ERTHSAENFREARD, BEEAE
I MR E B Rk Al bR B w2 A AR R
kT,

REHNERWER LY ZH BAEERET ML
TR % (CD) 20 #y 3 5% [ 01k Fl % & # 40 (ritux-
CHABEATEEFAMCHENET . AEY
REZMBARKEE, FIEHELNA, A xH 2R
xS HE g e R - TR EHERT
2% KRR s F7 . 4t at CD30.CD40, %0 fL & ¥ T ik
B xR A(CTLAD S WKy E 4
NG RA R H GRS, BFREEKEFZH®
(EGFR) .ErbB2 (Her2/Neu) .ErbB3 ## ErbB4 7

imab) ,
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W REAKEFXARRZAREAEF S AN EK
B Bb g K 4 p R E R LA Her2 B9 3 50 B 301K
B %k B H (trastuzumab, Herceptin) & & F 3
NI R BB 254, € X T8 Kk Her2 By 5L
JRJE BT ER MR T K B3t EGFR Hi k¥ % 4
B4 (cetuximab) 4 3t I /K IE B 4 & %k 3£ EGFR
WHEBEEAMEM LT MR B -2, £ T
mERE R BN REGLFLRE, 5 — KB H G
= A3 MR 24 (bevacizumab) 7 W By % F 41 fn &
WR 4 E K EF(VEGH) Ik, e e A T4 F
HHUREWIERET., B/ EZNE, L VEGF
TRt FEER LTRSS &R A H XK
FAHBEWNETRR, i T X RATHRE B A7 8
DERWEN T . XEBM G AT ARS &
HWRBET., RELWIERRBELER T 480
w0 %R CTLAL B 7ok ) 2 40 (ipilimum-
ab) B EE N B LR EKEBEER
BEHFNAEFNS X0 REME REETHRSE
flz—, B, B ByukasTHEmtarm
H— T, A E R R G A AR
MR ERZ . AREFHRNER. REZIT R4
AR R AN, AT ARMAIT £ AR
A R HE RS AR EL Y AR EE S
MBI, FTREENEYRBULERL L
TR AR TR KA B AR, ks, B
FIER T A %o & JR ¥ 5 o o ik Bt ORBL AN, A
SRR G R HE LB AR KK, U
R EHEE AHREFEREALES. NE R KRR
Au R R A A DA E BN

BHEEA AR e E (CML) 022 53 E4&K%
HRERFAANMBARZ LR HEH— 7
FRIEA, XM ERPOREEGREET IS S 225
RERRGWEMT LR, E 9 5L E KL EE
HEabl 522 FREE LW bor WRBESEE, F
AHpeEAREAR A B EM TSN B, #HmRE
s L &% B (imatinib, Gleevee) & %
HREEMAEEM RS RTRIAN DT, 85
FOH B M FE Abl. N IBE B A KEF XA
(PDGFR)fn KIT # B 2 8 # B8 & £, oF £ 40 f X %
PHFEWMIE S CML 4 A", T #8lE K iR
BEAAFLERNTRRERD,HHT 0% B
CML & # B&F % 4% M, B R DR 5 8 6iE R
WA AT BN R B, R B — AN F e
BAGH MAMRATENBET ARG NER
J Bl B 3 — F N T CML B & s Al #l 3%
THEY, FOERNIERERfAELEEF 4K

B afH(AML) .CML s £ ke £ A ;. (DE
REFLEERWER. BERAWEEFELS LMt
HHMBKAER; (2) B TWREREREm G
AU ETERE 2 —, BWEAFTHAREE
Abl 8 4 H T % F B BT 25 3 N I R B E A4 Tl R R
Bed, hERBTHAT F T ENY,

RGP AL, DN TFRB AN A RTEA
YEAE, TALR ALAFPRIABRGRE, ¥FAH
FEHETR, N EARREE, EREW., FEE
A GrtraaE THREG) . BREFAHFER
HYWEL, BER.BRFLERN, KL BT E KA
BERATINER G, HTRWREEZ — &4
MAEEHSEFALANERS T HREE, U
MARRELEMFHAIEXRETE L FHAEFEE A
B RE AR NEK S ERF, WX
AAMNEER"W AT EATHEEREN S A
BEERRTYHM SN @GR NTENEES, AT
BRERARFNETRR, EABKEZ RN K HR
EEANEARNE LS A, & A B EWE Ak
MRZEBRWERB. P aAN. &5 %%,
DNABESHRZ . FFEFH LM BARE A, B
AT B H —/NE A B R A A 4 K (bortezomib,
Velcade) tE X &7 BB AWM MHENGEIK, £ N F
(N0 FHERTA&XERRKBY, HIEEXHA, T
HEARRBREEAMELNREE AFELEEDY
A A TR AR, s, S
5% 5EAHE RANRIKTE S (HSPYO) Fn
T4 DNAAEAWEY T RAE IR S IERK
Lp T hpmEREEYY, b, A% 8K
7 BB (HDAC) 4 %] #| fk 3L i f. (vorinostat) %
EHENIER.HTETERA T ARAMKEE,

G W o AR N N ok &k
BAEEREHEMEARNERAMGEEHERD
WA, RRALMA TS EMFAREN, A
HMEAEBRAEANERNRE, AR — %
HRAA S AR ERRE AT EELAER
RSB EDT, Bldn 3t 24 6] R BRE A K AL, ¥
M-FHH 63 >DNARE,. T 12 MEENH
MEsHPAEY, XBRTAEARKEE ERBT
MNEF @B B AR AR E R E
ERBHAE, Bm.AAF X, EEH -0 HEF
TfE M s Ly R AG R R R AR BT
R, NEREMBREZHEFONAR S RB BT
BB SR B R E ) x # DNA R %, HFE
iREIVE:NE B R o D L i i
B A AR AN E S R S S
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3 MEUHEE

ERPELERAEY —HBARRNTG .Y
WAt T EFEA BHmR. EAREFNREER
k&ﬁixwm%ﬂ%%%&%ﬁ%%m,iﬁm
TEIRENBRE DB METEMN, MEAXR
B 77 M 2 R A FR AR kR R A
FUAMBANBELIE R E XEREHFEANKRE
PR BB AF ARG RN E MR, FEN M
BANBEEFRFERAT 2 F. 400 £ 570
PR R N R, MIET A AR E ¥ E I RE
BABRFWHEE FARRHE W ENREAET R
AT T F iR URBETRE, BRI L
BREM, EAEHENEZ, AN SN EERAF 5 RE
GREAANFLESRERR) ZERA,E L K
KUY F A A 4 %7 (consumer genomics) B E E
G E XD W R KB R SRR
WRERBRNENTG I HFE S KL R
R EMEMBERAR, - E.HERKRK SN
BRI RURSF S G ENTRENT M,
SRR AEZETHENNMRAETERAY
HH L, X BRI NERUEFHH - F KR
EETY A,

3.1 EGFR 5 # % & 77
Bz —, P KLy RIET B R M3 i
#& (NSCLC), # % # % X I, EGFR § i & 9 &
i\i%}z%fzﬁ%%ﬂ%% 40%~80% Hy NSCLC
H EGFR Rk ¥ v, AR E E W £, H % NSCLC
FIh A R Bk & B EGFR, i A % 40 i % & &
EGFR & ¥ BXWR T, N H T 22 HEHE £
WiE, AIEAEIE A, X M 4 E LB EGFR & 4 M
MR PR EZER . WEMBEARETE S £
Kb FEH, B, B AW L4 4 EGFR W&\ %
1.4 EGFR #ifk fn EGFR B 2 % % B 31 4] 7, —
7 KR % & A, 51 EGFR 4t fk o 8 3 3% — & {b
I 2 3ot R BT AR (8 R B T L R F AE A R M
% Z %R BT A EGFR #%7E R # NSCLC £ #,
PR R FE A 3k T1% (55%~82%), H & &l 1k
FUWAAEUL FH ARty FED . EH N A
FRELAAERE, Bh,.ZEBERPE TS
B IE 4R L B 8 NSCLC B 3 3 %k B 40 4| ) 16 7 —
%G 9T 2 4 ot L ¥ 4T EGFR R & By A& 0l | % w5
ﬁﬁ&awafmﬁAEuka%%f¢ﬁ%
30 9% X 35 B 0 ) 71 F B L A R R By NSCLC 4 7 3
TLEMNF X B BIH AT ETE. L P Y
%Aiﬁ%%ﬁﬁmeﬁk%%ﬁEW%ﬂ%%

iR NN

ABK, HAWATaEREaRAEKEFZHR
MET #y 3 B 4 3 , K-ras . PI3 # B #7 NFx % 48 09 %
T EGFR MTES £ £ KA XKW
# @t
3.2 Braf 5 2% B%7 EBEEHERARRTEZZA
M (melanocyte) Wy %M B8, &K AR ED T ALK
MERAREMERABE. FRZRXEEY . EX
BENEERRER (D 75%) , AN EEEL
ARETEEHE REENNIASEEZNA
LA, Brafl £ Raf /7 @B %8 KXk by & R, ¥
SHRER,AEKEFAEEZEE S, WE D
GTP B Ras, A T 5 2 Raf 83 7&, Raf I # — %
WE 4 SR BOE E A (MAP) B, 4 0
£ KA B, Ral (A4 c-Raf-1,A-Raf 1
BRaDEAMAKEFZREEHFHEBRIREE
R, AXBEERATIENE —NMEERF LKL
WAL 2/3 THBEREHENHA Braf WRE, AW
REAMTHBEX, EPH 80% K% 600 ity 41 &
B ET N A EAB (V60OE), 7 & Braf th# 4 %
W, MJE R R E B, X B N A R IR B
Raf/MAP ¥ B 3 % 8y % 75 ), 4F 3t & & Braf 89 1
) 70 2 40 B B 2% o s A A AL o gk R 2R 4T IR OB 4
oy KT, R R AW R B — SR,
5% # 89 3& £ B v (dacarbazine) & 57 M b, B &
B-raf# 4| 5| 4 ## 75 3%~ B, (vemurafenib) 57 20 ¥ &
iﬂﬁﬁﬁiﬁw/m,ﬁéﬂﬁ/ﬁiiziﬁ

— %%,

5# 3 % & EGFR % B 47 | 7| & # 1 25 4 %
Bl B 78 B A T 4B F 25 7 AN A A & PR R Rt 4 18D
HFRWAE, X REBEFET W EERNN EER
Wz —, [BRRE R, M8 kAR
HMFTEFE B Bral WA AMEX T, MEL
PDGFR # k3 & N-ras th #& £ % #x™, Bk,
EANBM BT AR FEFELNEZ B AR T
Braf 89 R 7% , 4 N & Ras th i M X HE £ K B 7
ZTHRERE, XBERG R R, TSN FENE
BITEN . EERRNE R LY FE o w2k
ERAYBAERAUNFEFEAERN N BIER.
MHEBEBEZRBEWET . BRAERAEBANFRAFE
FRERME P R EERERENZR,
3.3 Hhyp R EAKRY B LAY ERT
BRIARREAARENNMKZ R, 20 AL 50
FRG-ZINFARRAA, SRt EBhBEH LS
MHEEY M AN ERNNRBRER, 2R LY
1% % % (pharmacogenetics) W &£, EH X F & A
MARKEFRATIRN TR . ERELEZBA T T
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P A G 25 4 KB A S5 3 B SNP & K b TRk
KEFRAEAB THAGHHTR KN, %
AR T T RRBR AT, BTAZNY
oy £ B 41 % (pharmacogenomics) , ¥ & 89 %2 1 36 77
PEESAYFRIE MM L REENEZ DY, &
FDAWHET . A HME KM S W25 U A+ 3 v
TEN R EFENFLAEXNEA BEAES
W E M K% DNA 9 8K & # 46w IR, F X
BIESFRBETERAIBNEFHNEZLART 2.

AT AR J0 o fm e R 30 F] 0 AR R e £
i (tmad ek ek B E oA F G- L E ) R 4k
FEFERN—ANAZEEG, EXEGYHERKE
HEFRXBERNNRRESFLELE (TPMD)
H % M EMAERE, X ¥ TPMT2, TPMT3A M
TPMT3C £ FH %ty & & 7% % 8 % WK L E %,
WA FEREN MRS 0.25%) EEZRR
Eh KRG TR G ERENG, AERNH®
HAREEENE, A LEFHLMEEZNY
W, REAL2HATUEERN S Ay EFEHEAH
(WEBEEAMLE, WFENFRLAN, ¥4
HLA-B" 5701 #y/Mk 2 3t 41 HIV K % 3 88 31 %] 7|
B & % (abacavir) " A " E WX B R N, &£ HH
WERE NN I MAF, o H HLA-B* 1502 § & 57
# -+ B W F (carbamazepine) /= &£ = E i F B K
BL (fm o 2 M R RO AR MR ED A E T K APV, T
B A#, HLA-B* 3101 5 FE P8R K H K
EH XY BAHERRHEY . E HLA-B 1502 [ &
FHBAEERFEBFTRAARD X ER R R B
KA

FI R A B AT A 25 T R ARG E F I
—ANEBEEAR, NEEFRAASI A G D AN EE
P-450 B (CYP) ?WHE F, H & CYP1-3 R A S %K %
WA R W LT L FE 8y, CYPL-3 F{EAH 20 &
MR IE.FLEIHNEEILAFENLAR.H
# CYP2D6 th & k%35 85 4, B T#F % CYP
WERTRHmEENBERREL.ALENERTH
HRERBHAAS T HZ AN NEENR, 7 —&
MeFTREEAATH SR AN EEEK, BH,R
HAOMERAR CYP WX FH LA THF R 5
LR B E B, A4 F (clopidogreD) & &R
Y K X R BERE BT AT RO %
WEZAY ., EENTF L CYP2C19 o 1 A 1 # b %
B, WRE R R, B BT R
HARANRZR, FRAAENARE TS 25% 1y
EHENARFWMA MRS, BRBZETENAE
FREAMALEDLFEH W BT ENLEHN LA

HEEENRBETREREES I, HENTER
KA, 5EFE% AML,CYP2C19 & (£ EE"2
Aot ) WA A R A R F R Ay R
) B WD A N AR B AR R R BB,
mEREFRENLAEFHA LY m, AL
CYP2C19 REMWE R R kg A UBEFNEA.
FERRORTBAEERENHELEZ KHEAN
ME R AEELEZKWAR, BMRDELE T
AR, BEXXGEYHARANEARANANKE
R HTHLEEFFE 2R AERESENTLR
BB, it 10 £ F O KW ,CYP2CY fn 4 £ %
KAANMW AL EBRES MR G YR EEN EEH
F ez A EERAREES  HELER
EROPFELARRNMALE, 5 — A% CYP
SAUDHNERGMERA THHEZRNME
H % (tamoxifen) , % % F 4 CYP2D6 #y 1F fl % &
HHEME N E 2 (endoxifen) T X EEH ., AR
BEA GWEERAFAFAN R AT CYP £/
FE AR R BB T T, A, 5 AR A
5 4 2K 0L, 4E R LB HIV fn 248 J %tk CCR5 4 &
By 2 4 & 41 4 (maraviroe) B, T 4947 B #F HEH
418 CCR5 #H W K& HIV &% % % CCR5 T &,
3.4 % ADP ##E R 48[ poly (ADP-ribose) poly-
merase, PARP] #7 %] 7] 5 & s # L (synthetic le-
thality) WTEHFH £ B mE & HEHE
SNRIFER T, R DNA 2% 2 % 2| & # #
154 B RAR Bk BN Bk T 2 DL RO N BREE T R
B, A, HHENFHSH DNA B EHE, i H
BB BREVMR . AREEHE LHEE SRBEA.
FREAGEEE, #LHELAN . PARP (£ EZ
PARP-1) #3831 #i15 #9 DNA, @ (. = £ i £ %
ADP-% B # &4 5% 5455 DNAB A E A
i e AR AT BT AL A 3 R Y DNA B4 BT 2 15
g d R EZEAY, BRCA1 f1 BRCA2 = H 2 3
BREAXT ARG ENGELE, e RETH
FHABRE TERBLAFERBENLE, BERNFAR
WA, BT RO K & A fE DNA R 4 i 2 %4 1 [ R
FAGRFREEEA,

1€ 5 7 DNA 5 & & = £ Z 1k | 19 8 ,PARP =
FAFRBE BN ELZELZ - BFARNE
=R PRAP 1 #| A DL K ¥ Bt i 3 Eeb 4 A o e,
BB ML B T PARP-1 f2 PARP-2, I K T
HRRI,F 5B DNA 7 sy — &2
B, 3% 2 PARP #1741 A 6 7 .E DNA 5 &, (2 &
MEmpte, BER.ET I SR HiEKRREE
FEHATH, DLB E X A B T R O 3 S B B
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BITWA R EN ., Aok W, E PARP-1 # %
RZWH W ERLT .M A DNA #y 284% # 2 7] # &
IR B, EE L BRCAEA S 50 EREE AN
HoRBE, U EF@MEER, BT, PARP 3% 7l &
2 fib 5 40 o 4 Al &£ BRCAL 5 BRCA2 R &% 9 4
MR ER RN, xR A E, m WA dER
REEENEET SR AT, BAARA LA KK
A, M Ty A AR IR T AR M
GO e S - A o B I APl il -l I o
HHFWEA NTAFRAB AR FRERA TR Y
W, BANHIE KRR XA, 244 A PARP 37 4|
# 3t BRCA1 5 BRCA2 % 7 Wy W # 3L i3 9% Fv 0F
ERENETAREL NN 3% BEMRTHFAN
T 20% HB/DAEZEHF R, EH5F
EWE, FL %R EGFR # B4 A £Em o
4T WK B T0% £ A, PARP # # # #7 & AR K
REEZEEHE BRCA Bk s th L H A F # &2 , R Bt
A %R DNA 54 % 42 3 PARP # k& = 17 #
#—F R, B —F W, %R BRCA1 #2 BRCA2
N F S EERS S DNA Xk Z thERE 4B
. BAHRAAN XL EANRELRAEAKE L —
WAL R L0 E B R £ A K PARP 3| T 88 At
B i E R BE T

4 NEERE

REHFMEFWHE EXMAERH —FRH. K
R JFRFBARGH L ZCHF QWAL —,
HEI0FFNERUA ZRG XKW EDF
# HET 4414 % E (combinatorial chemical li-
brary) WE B ERK A FMUERE RS EL a6
ENGY S Rt AL S, UEE R EH M
WA S MHELSTFH DAL TFIHA, HENEA
R 2 FEDFHNREERZEAHEFAANLD
Ele KR TR G s FAREAT
B, RIEAFEE TSy EAE kA AR
BAN THAMBRALIRWEREATIEEN A
A BELCAERAERE EAWNLHMN AT &,
S, A W B B I R 25 iR e O kL o H R T AR 4R
B X SE I 2 A By RORE T R W R B &l R IR e
TARBRBRE, BRIOAEFHTRGE., TR
it & DNAZ & R Ao T &R, & & W ix
BWAIGRIE, XLEHFBE HER FrEda
SFEHMS~10FEHUERSHHALY, ERFA
AR S5 TEE - e WM,

5 FEmmbR

BT A e 5 R AR SR & RO A 2508 R

(R AR SR R R AR R K
KAF B2 B i 1k B 2 vt 55 5 B2 P R T T B R I
TR A 2 | il R R PR 2 e AR S 2 L 3 e
AEH )

[Z % X #k]
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