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[ Abstract] Pharmacogenomics is a subject that studies the relationship between human genome information and
drug response. It aims to solve the problem of drug safety and effectiveness among different individuals. Pharmacog-
enomics has important clinical significance in the field of precision medicine, which is mainly reflected in three aspects:

accurate selection of drugs and their doses, targeted therapy, prediction of drug safety and prevention of drug toxic and
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side effects. Pharmacogenomics also plays a great advantage in new drug development, participates in the whole process

of new drug discovery, drug development and even drug monitoring after marketing, accelerates the discovery of new

drugs, increases the pass rate of new drugs, reassesses the new drugs which fail to pass the drug approval, and reduces

the number of participants. In short, pharmacogenomics can greatly save time cost and capital cost.
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)R ARG R S I R T I 1Y) O B ) R
253 N 24 % ( pharmacogenomics ) £ — [ THFFEA
FRAEERAE B S 2W ROV Z 18] 3¢ R 1R TR A
PR B b R S FETRGE , J2 lim RIG Y7 W 4 e
AT I 2L L2 T B o 1wt A% 24 3
2% ( pharmacogenetics) ", fiE IT 20 Z4EFL N 4H %11
R NI PRI 2 55 R i 58 18, 244 TR A 2
B % kR TE 25 % ( precision medicine ) {1 B8 5 4H 3P
S AR M R BRI IR 20 22 25 AR i 5 g
A KRR W 20 5 DR AR S % 24 ) A S MIE M ) o1k 2
S RAE T B A AL 7 T, 7 N LR ) B 245 99 Jse
LA A FIVRE A 22 S A 38 A ML R J T, 6 9 o 25 900
7K AR HEHT 25T & Rk st N R BT R Uy T 4
BAAEFEERE L TEIEEABTT, in K BEIj
FEAS N M R 28 56 5 f o 1) i R 1230 BF 9 45 SR A 245
B NBFE I RZT7 SR 25 B R e 1
B BN, TEAEHE3Z w8 1 s VA T ) 8 5 P e 4 i
MREFEIEL TP —FPE R, AU G 25 A
YER, B TR i o) — R 258, s 259
BT T AGEM 7 8%, H 2P A R SOV (adverse
drug reaction, ADR) FIZ5 Y AH ELAE FH AT BE, 16 25
R AR AR T 7 SR AU, 58 = i or
J& o PRI, 80 42 i X 53 MR 2 8 5 d5c A R BB DA 25
167 P AR LE 0 JO R A B T e A A R
B, AT AT A R R SR, 78 T 14 P 1] LA A ) 541
EONBE RSN . EEZ ARk
[Z 2 (personalized medicine)” , W JEFEI2IA B TA By
B AR By G2 W GRS MR DT AR R A A RR
(AN L O 1| Uiy SARE L //E i i
H bR RS RS 25697 BUIR #4728
DN UHESE B 2GR RS v B 2 B, LUK BT
R RACAAS B S e/ MU, R 251 5L 42y
B R AT PR TR s AIbL s, iR T X
ALAE O MG JRAE T W55 — RGP A B
(R AIE e B B o i 25 BT B B, 25 B 2500 S
P BRI 3 do i 48 s A S o e B i A
SEH ARG R 2y O ORI R , O 259)
FERN A ATE W A b AR E IR T 3

Precision medicine

Drug development

1 #ZYERBZEREEEZRHIER
TEGEEIT 2PN A RCRA IR FE 3400 4n
BT 7R Pt R AU iR v, 25 MR T TE R v i
70% VL b, RZ K259 1A 3R 25% ~60% ,
OB F IR G TR A A RN, R E AT st %
PR S S SN 245 ) S A AR I AR 2 S ) B A
RIENGUEBE R “ Iy R BE2# (stratified medicine ) ” “ §
] e (targeted medicine) ” “ 25 FLRIZH 22" 0 5 “
AR 2R Bl . SRR 2% sl MRk
BV AT, REHERE SR —1a) )2 2015 4E)
SR E G RRE HE ket , B HES ML AL
PRI 2EWETE AR NS RIE B oA e S HAt 0 A
FHHEMABT TR . LI 2 R v 1R
S LA LR A7, TEAG MERE B 245 ) S HR it )
IRYT TN 25y VR Ry 2 ) B B VR 5 T, A
I RS S e
L1 2k SR FR 2y ) SOHGR i 259
FYR A% 32 2 1h 25 A8l J) °# ( pharmacokinetics ) 1
2524801 /1% ( pharmacodynamics ) PR , X T2 5 2 i
2N A RNZG RS g 2 B R G i R R ) 2 S
R RO A 22 e i e R L R R . 251030 )
A OCHE R S 2 W i R 25 ) s A, 52 )
I A3 A A FITHE T (absorption,, distribution,
metabolism , elimination , ADME) . 4%k 2l Jj 2% 4H 56 3%
PRl 475 R 24 W) 2H 2R JBE 1 25 W e s AR AN 2 W A
FHHE S SO BRI R RS M 2 2502 DL S 2V AR
SRR BE AR S Ay Al £ JE T A T AN B
REL A 22 Z R R, R E R kS
TSR G I R T T B SE R A A
5 CYP2C19 [N Z2 35V 1) 56 2 1) 54 28 25 ) ik
PRI 2 27 TR HE S 24 ) S 25 W ) 1 T3
1. 1.1 BEZERm 5 CYP2C19 £ ZEE  CYP2CI9
& CYP2C FgiA R i EZ N0, 2 5 2R 2 r
T CSRNHAS 7 L SR RS e YD PG S )
CYP2C19 LR 38t A% 748 S5 ] S SO UK (1] 1l 085 1 1) 2
o HELHEE R LAY CYP2C19 il ik f 1Y 55
3L N CYP2C19 = 2 (14244285, c. 681G > A) |
CYP2C19 * 3 (14986893, ¢c. 636G > A), CYP2C19 %2
BT S AMIMNE T, 26 681 (AR A4E G > A 5% JE
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CYP2C19 = 3 i T4 4 MR+, 5 636 At KA
G>A B 5, 55 212 {3 4 i (O TR 1) B % 172
LT T A TR YR B 1, CYP2C19 2 F
CYP2C19 =3 Jg T-INRES RN LR, BEF CYP2C19 =2
aY 3 [ 3 8 T A [a) AL (intermediate metabolizer ,
IM) 55184 35§ 2 ( poor metabolizer,PM ), CYP2C19 = 17
(rs12248560,c. —806C > T) {yi T CYP2C19 [ 5' i
X, -806 iz C > T JF#E el 45 & I E A,
PR CYP2C19 YA, AT i AT 4R i o CYP2C19
(R 5 CYP2C19 = 17 B E T8 T PGS (rapid
metabolizer, RM ) 58 /15 ! (ultrarapid metabolizer,
UM) . H5AEWIAFA LG, CYP2C19 * 17 8543 B FIAE
SN AFE AR BT, B T4 — U 7
417 (proton pump inhibitors, PPIs) , | vZ FITI49T
NGNSk TSI = L i (=117 7N o X oy =

A U TIRAT R A B 5 2 MR o FEXFAS
Rl AR )50 PPLs 25497 )m, PPIs (14 1L 3% ok 2

FEAE) T HAAZESE T I RO FH 25 Wi e A1 Ak 5
PLBA IR TT R o YASSHIMEIR A F 2248 CYP2CI9
A, A TC 2 BTG M. B R I 40 mg
SERIMRAGATE] CYP2C19 AU NM( %1/ 1) ,IM( %1/
%2, %1/ %3) PM( %2/ %2, %2/ %3, %3/ %3)]%
I A 2R TR AUC, ., 0 1:2.8:7.5
A SEL I 24 3 T 1) 22 S ] R EOW AN [R] B SR T
RCERE R ZER], AR CYP2C19 Je R AU 7
MR TR A I RIS S o I R EG W is %~ sk
Jiti k23 ( Clinical Pharmacogenetics Implementation Con-
sortium , CPIC) Xf CYP2C19 [R5 B4 35 7 k49 1,
N 1,
F 1 CYP2C19 JEH A 5 8 £ fred o % A R 25 230

fRUgRA JEA PN Eije a0
AR *2/ %2,
RIS #3043 2540 R
£2/%3 7 WBHERIT (> 12 ) HO ik RY
‘ B, Z IR A H R s 50% , JF AT
RREAGHT w1/ %2, SPRCUE
(IM) w1/ %3
e FE SRS R e 24 4y 104 s o 063 59)
Ern y D TR

1150% — 100% R H
22 AT A

L 12 Gtk HE S CYP2C19 LR 5P AL
I I A I AR R IR P2Y12 4K
LA P A AR/ MR 2590, 0T i A o HJH‘E
PEAE SR BRI SR A A . R — Rl TR 25, &

— WG SRR, RAH 15% w640 iR
B, CYP2C19 XJSHMLA% 75 1Y 23k F 2, ik
¥ TN CYP2C19 Fo 40 A, DT A% Ak Ay /)y
BREE A MG . AT AR, CYP2C19 + 2 4843
JE PR 5 /N A S R AR AE O, i1 CYP2C19 + 2
AR SRR AL, Ui B AE 5 T S 4 A
WA K SIS CYP2C19 ThRE B M2 7 3 A
Y (PM) 7E 2O JIURE SE I 45 52 S A% & 16T
s XTI /N A A A R R AT, 2 2B 0 il AN R SR
(i XU B B 1 S5 — 05T, BT CYP2C19 17
SERTIEDR B UM AR B B9 6 T IO, 5 5
NHC A B PR A R 488 5 AR 1S I JRURS: B4 T A oG . LRI RS
iR S H A FE G Y, CPIC XF CYP2C19 JE
PRI G T P 2 s e 2.
%2 CYP2CI9 A 5 445 F By A 25 2

R A FHZGEEIL
PBACHAE %2/ %2, %3/ %3,
(PM) #2/ %3 /N P R ARG, 2O 1 5 2
. PRI R T 4 2 (Aot %E’?
EFI?]{]\JE/IL)EJEJ w1/ %2, %1/ %3 S )
IEF AR %1/ %1 IR F IE &, 15
(NM) (EpH:1Y) FAnbE S

M Fd LB SE Ry mk 55 G IS B A 25 0 Sk )
T VUG H A Tl G ) 32 R 22 A5 PR X 245 ) s g 1) %
AR, 25 R AE T B IEhrmpA 5 B 25 B G 1, &
CYP2C19 e A i ny A= 9 JC 25 BE 241t
T A AT, X 3% 1 245 ) B AR B 3R AR, I 25
WeRBERE N, 25 PV 3G 5R , fE &4 ADR By Rl gEPERY
R 5 B2 ARG A i, X35 44 24 0 ) AR 55k
I, 259k BRI, 258 0E I, B 25 5 H B
YREITRCRAERIE DL, TSNS B R TR 259,
T CYP2C19 Rl Az B At 7= & 44 2 B
S YA ERE PEREAIRET , Hh AT 257 2R )
AT s D Wi 259k FEREAIR, f B 25 2 R 254
TRITRCRAEME O ; )2 2 AT RS P34 T, 1fn 243k
BERAIN, FE R ADR B R BEMERE A, DRI, 38 S0
PRAHEH 28T, 7 B R QI b 25 A G 2k 20 e,
ARG A TS R4, T B A B BT

e AR P B e A AR T A T AR
AN o 1 AH B 22 4 25 P AT il 2 240 i €2
2% P450 fif# ( cytochrome P450, CYP450) , HIL R £ &
P 25T AL AN RN, TE UL A AR ik R
CYP209 FERZ M A5 CYP2D6 H:H £ 35
PE AR BRI M CYP3AS JER 2 250 4 A
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J N T 1) 24 0 AR e 41 PR T — WA TR A A AR T TR
FLEERLT (uridine diphosphate-glucoronyl transferases,
UGTs) & Wt H BK-S-%5 #2 i} ( glutathione-S-transferases,
GSTs) fiff 2 %% £ liff ( sulphotransferases , SULTs ) F1Z,
P EL AL ( N-acetyltransferase , NAT) £ & WLAY T 4H
FRBEGEEE DY 22 351 5 25 W97 300/ A R S A 465 B )
BHHE UCTIAL ER 354 BIHLIRE 15 UCT1A1
SERNZZE SRS NAT2 SER 250 45
L2 Gl SRIaYT R 2
e N Mg 1) T R , AR T I 25 W) 7E
J5 AT LAY A 8 1] AR 1) P 2, h o ) 254 &
B LU iR rh ek e R R G R g i AR
S LR RE R R A AR A B S A R BE AL, 9
AN AR R EUE SE D, Wl R R AT AE K 5 &
JEFTHR WY BT, X FA T I 2R Lo RE A A
BT T P A L, BAAPRORT T8 4 B P s, TR AR
AN RSO A AR TAZ GE AT 254 . iS4
1) 35 R 22 25 P % 245 ) S0y A P 2 R R 24 0 A DG ik
BT RE NAC S B 22 b 153 A% Y HE T 41 DNA 7% 55, fip
JRARIE 5T A T ZEBIE 5 g AL SR 0 L DNA 5848 XA
S5 RAONE 4 S0 98 2 2 A4 L 2 7 i 24 0y ik PR 2
“F PR 24 R B R R U, AR R AR R R e
XA AT VR TT 25 W U H R R 42
FERREN S ST R FEREIZ W iE A ALET , AN
PRI o ISR R 2 900 H /Ny 32 1A Sk
1% 22 R T B 1 4170 1) 77 (tyrosine kinase inhibitor, TKI)
SR H KK T3Z & (epidermal growth factor receptor,
EGFR) 7875 , EGFR J2& | {2 A 4 R 7 41 Jifa 33 58 F {5
SRR )2 A T NHA A ., EGFR
SR B 0 IS ) B OB £ 1 TR T T 2 R T
RS2, SEUALE G5, AR & A — Ak, W] LA
200 0 PN P DR G, DT 15 200 R G L I PR 4 5
F% I 0 240 R R B A P A . EGFR 78 W% M b I
() & A R Rk T A Y, A s L, EGFR 2 1
NIRRT HE A, EGFR %72 5 TKI 259197 WU
YIAHOG . EGFR-TKI 2544 S P4 il EGFR g 4 IX
P18 T S R VBB 1P, (S T v A, DT BELIBT T~ A
I PECE A AN MRS B AR SRS e
PIAEAE/ N s v L B T AR R A )
EGFR F:RN G E R A 4521, w] LK 34 4y EGFR FH
PEFI EGFR BITE""*" ,EGFR B # %% % EGFR-TKI
25 SV R 1K T0% 5 AT TR
AT IR — R R ENA YT R AETE MR 251 , B 5E K
I TTO0M 58 7% i T B 4 % EGFR-TKI 24 ¥ 1if 2}
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(R DL, T7T90M 2875 5 EGFR 2 [HJ A 4 248 , 1
ot EGFR Xt =2 I F (adenosine triphosphate , ATP)
FRIEFN ), T8 EGFR-TKI 2544 EGFR ¥ 2 R
M XS G RE T, R BURE X EGFR-TKI 2547 4= 4%
o BT, 90 R Bk A =X EGFR-TKI
2P A TIRYT EGFR {H LS 5 TI90M Je7Z ()
FE/INAN M fii e R o T AEOR 2R [ 2 W A TR T T o
LT AT 5] 25 ok B, S 4 ) 25 A
KBS BBk BT &, AN FETT 5 AR A K
K F-34&-2 (human epidermal growth factor receptor 2,
HER2) SR 32 {85 e 5 c-hit SEH 8748
SRR JE 5 )22 PRk EL 9 B 56 ( anaplastic lymphoma
kinase , ALK) JE[N T HE ", 5 B 45 Je 15 b 22785 37 1
ZA R I 1§ ( neurotrophic tyrosine kinase, NTRK) J&
Rl 20 A AR PR B2 T 4 TR 45 SR S iR
R 25 WNEST T LA G B R PR S E 2 )
1.3 J sy vk mmps 25 s afEH ADR
AR IR A& N TRy G2 W GRYT
PRI B T AR FRALRE I H U 5 T 245 B B e e EUE
SN ERIRY . ADR AR 25 Wit i 25 W)

NEEE 451% 25, ADR AU ST 2548
AP, o A R A 28 S T AR (), £ v B g4
2y AN RSO SR B AR B T E R RS
THRRZT AT, IR 25 2 etk 2 O E 2,
JFeh) ADR AL PIRSEASRL Y A BRI B R, A R
SN2 T T F 38 HAT 7R R | TR 24
PrC H BRI (B0 Y2 B E T B 3G 5 S, L
N IR T A LS FRE MO BTEESS ) TR T
LB, (IR R ARIB ST 8 3] /D I 8 A 3] T 40
FRHLBERSCRL , 700 Sk DR DU o e o XURS: , A ] A 2
[AAFERCR Y 2257 o WESE R B CYP2CO BEH 2 754
5 B R AR MR BUSE A G, an CYP2CY il i 1
TR FEEREMLER RO BRI , B A R
S DRSS TS A Y SR BRI TR B
F B A R B E AR, B AU S RE AN ] T 1 5
S, ARRHE IR T A 25 25, 7 A AN 2 259 C
R 24 A T B SRUIH 1 S, b sl 0 e 1 55 24 4 5 |
EH P 8 H 5 A H AP (human leukocyte
antigen, HLA) Z S5 HLIACRE LA 5K 7R 251
LYY RE S S AL N IR HLA 22 ikt A 45
B AERCH PR, 2ok HLA R385 T IR0, 44 M
TG SN, Y L2405 5 1) R e o B RS B S o
WFIE AR B HLA BE PR 22 35 1 77 A H 8 S I 19 4> 1k 22
5K FEGRS MK ADR 8™ o HLA ST
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6 S ULt A AR G A B P 9 A7 B[R] AT 4o 3 2K
1 28 HLA 73 F1E A RAZ A N 220k, w] LA
CD8 "I REME T 4 i, 28t T 287 74045 HLA-A |
HLA-B 1 HLA-C =#f; [ 28 HLA 43 T FE B R
YA IR T LAEGE CD4 " B T 4, 28 11 26
4y F4345 HLA-DP (HLA-DQ F1 HLA-DR =#j; I &
HLA 73 FE4FAMAIER C2 Fl C4 45, HLA JE[H H A
TR LR 23S LY 25 175 5 B RS RS2 Y
HIA SRR Z 354 HLA-B 1502 FIR P45 | &
AOBE 92 ( maculopapular exanthem , MPE ) Fil 51 7% ¢
Hr-2985 1#b 25 5 1iE. ( Stevens-Johnson syndrome, SJS )/
FREE M 26 B2 R AL VR ffiE (toxic epidermal necrolysis,
TEN) "% | HIA-B + 5801 FIBIEEAES 1Y MPE 1
SIS HIA-B + 57:01 FIBTEL R 455 [ A0 25 Yy iy
JBELEAAE Y o BUREE 2 058 & B, A 2K 18 15
LIS T BN SN MR 2 S B RRIR AT ADR
(U, AR AL PR (IR AR (W Lk
W T RPN EE) PR RI XS LA 2599 S 7 A 5% 0, Bt
A X ADR AL IE AN, Horp—28 B R i A8 15 1)
W, HAETAYHEEA =R R — &R 515 ADR
R AEMPREY) (W3R 3) , 308 A A T
IR PR RS, IR 2SR T B SR
B RBP4 BT W R A B S, TR I RYR YT
eI K A5 A2 W AR B R
k3 RESASUHEHWTRRN

2 FH LM
SR T BT AL AR ST e CYP2C19
ik CYP2(C9,VKORCI1
UG MR 254 (B 32 MBS E oY CYP2D6
il 5655 ] CYP3A5
IR g IE DPYD
S G6PD
BRFIE e LIRS UGT1A1
B s TPMT ,NUDT15
B FETIE o WIERMATF IFNL3
HIMES SLCO1B1
S EENS B R T P BT R RS AR HIA

2 HYERAFENGHEFNIER

BE2 v BOh TP R 2 A R 251, RA R
DR G IRER 1L 25T K H AR , LE ARG
EHCEEATT S0 72501 S B (R I 18] SEA R
Sl 29 mlb Aok T ERPEIR . —Hin kM, —
Aol i AT Bl PR 38 20 AT W A AR P = Y
TSI 7.6 AEY SR 3 A BRI 1 4
AL S W R T T ) A] BEPEAS ARG, 7EAN )

(VAT SRR 16% o JF & BRI 3l 200 S
HEEYIT R RA R BN W A A AR R T
AR, FEEIZ AT R R R, TR
Xk ek %, il 2457 7l AN WA A R AE 8% 07 A T =
PR Y BT BT A R A 245 2 R o DR 1 I 2
AMEEDTE IR A A 2005 4EF] 2010 4F,
AT A ) 245 2 B T R R BLAR FA T L 3K
2011 4 %78 w0t “ SRs” B RS R, T4
FEIEHN AR E R0 IZ4L 20 I R 0 2 4t L IE R
SR FNE A L 9 7, A0 B = 2 i 2 TR 4
SERFSE . 2016 A BT A FE ] 245 2 w45k 25 990 4 A
R 4% 4R F 5 16% , 765522 WKk BEy7 7 v A
IR AT 46 K T 254 38 PR A 27
JHTE FB AR R BR A B I W), = 1, 25453
2EAER 24T T 25 BIF A rb i B 2 o A (0 (I
B 1), B 5525 LB B 25T 4 LLE B e i i 4
IR A 2 PR Y RIS S S A 1 i
PE S s R T Zh P 8 B2 oY 2408 2R 2y
REh J12F e A EVEAR SRR, BT LA BIH B 2 Y
S B, AN 2 5 i R A B BB, DL K
FB PP AR 2 B B2, KR i e A A

2 oY ok B I/ 3

TR RS AW R o WER s s
i e Rl o wer WURHET g [k I =)
s ZUNE QU SRR i g BEC T

Bl HWERAFEHHRATTRE

2.1 JFARB ARHEHIATTIL, 258 K BRI
R AR R A B (A 5 A AR R B Bl 5T
FIRIR B By L e B 25 D) e B EREK, B
FERRZAEANNBIR YRR T 25801 22y
B 2 ST, 3k e R 24 1 7 =X i 1) 1 3K
BT R PR TR TR G , A R v A TN £ N A 14
LAY, SRR R I S Bk
HRE B2, KA SR AR R B 1
G0 2590 RPN I 25 ) K B R A 22 R N A O8%
Piw i AN KB, 2590 6997 RO 2 A ok
TR MR LT SRR 5, 2505 a2k
R g PR Pl 2 PLAE R | 2GRN A A A
LR AR, AN 705 MR 2 0] 52 2 1 T 11
R, LAY A QBT RE R & AT I . B2y
WIS T LM 2 36 97 #E T, I 525 7
A s A B, AR T RER 25 M HE AL AT e T &
A R R L AR E (e PRAL R UE SR ) , 3 i e
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3 O 0 B 07 B B AR T R AR e A B W, 5k
AR PR A I PR Ao 128 25 W1, 18 T it —
FON AT B, i AR B2 ARk 2R
Bl 17 ARG S A TG AR B bR . TE
e A FTAUT 5 HH AR 48 2 i 24 0 S P i P 22 28 T
2T RS RSN, B 5 Se A6 W Y B 3 1A
ARG 22 250, W8 S f /DY e R e i e A &
Wy, B TR Bt 2 A e e LR B LU )5 22
TFRm RIS o im PR S B s 20 B 1 i W) 245 ) ik
P22 5258 R I Z 18] 5 R A S0 2 Fir 2 1 e AL g
MR R Z 9 AU (proprotein convertase subtilisin/kexin
type 9,PCSK9) 5 & &l & . 2003 48, 7EPIA~ &6
A FE5 A4 5 IH [ 5 10 6E (familial hypercholesterolemia,
FH) f93: E 5Kz & 3 PCSK9 5872, FH J&— P LUK
NG 7K [ (low-density lipoprotein, LDL) /5 T 155 I
O LA RUBSE 3G I A RRAE 90 . PCSKY 242 5
JOEL 1 e U T Y R AL, RS MIF S A 3 PCSKO 73
TR B N8 3 324K (low-density lipoprotein receptor,
LDLR) iz il & VR ] o RBLAS I DFFE i — 40
B E PCSKY [N Z2 385 SR B2 N 2 1 [T 7 (Low-
density lipoprotein cholesterol , LDL-C ) F1 A\ 2.0 Ifi 45 XL
Wz 18 B 616" LDL-C 5 iF ¥ LDLR 4545, LDLR
BTN AL, TR LDL-C MO ER b i B o B AR Y
PCSK9 #45 LDLR I A/EH], LA LDLR il LDL-C 2y
WA . FR) PCSK9 SN 7 — A4 45 LDLR
(EE BT, B AuiF LDL-R & [ 20 g B 3 — 20 AR
I3 AR B . ST R AR PCSK JEIR Y 32 A
LE, 45 PCSKO R 1A 1) 52 15035 T Lo R0 5 AT o
fiK. 7e) 2 NREh & B PCSK9 41748 5 5 1DL-C [
FRALCER A7 3G, A2 33 PCSKO 2 11 il 10 1 790 114
RIATT K . PCSKO 45 1 BH 57 fE4h 5 PCSK9 Jf:
FIIEPR AL PCSK9 5 LDLR %54 , WTBH.1E PCSK9
I3 0y LDL-R P fi . PCSK9 2 = il 40 il 77 25 4 H
i E 82 [ 24 M A o0t o by, 338 I ik DAy g fIE ] e
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