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(BB 2K 1l 55K R 750 BT R (RASD LIl 8 58 78 3R 4% 46 410 1 7] CACED J ifi 88 5 7K R Z AR5 5T R (ARB) ], %)
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FE LA 2. 45 AL 1 I s 5B L P ORI FR o B ER el
A B 0 o A R R b e i R
Bl vA 16 W (2018 ARABTTRRO Y B T 3F — 25 B ff ik b
FE /) I R 3% 25 4h, #F 130 ~ 139/85 ~ 89 mm Hg
(1 mm Hg=0. 133 kPa) Ifil Hs 7K V- 1E A 1457 9 XU RS
3 JZ BB G AR T A8 S B G A o 4 ) R 0 A A
P A 0 G LA e R B . E A PR B
I 285 A AR ORI JRE OB S SR
fe b PR 0 I R A S AT R A I i
TEYTON T L A O IR 100 A DX A B A 7 SRy BR
P, —ICAE T 68 TiREHL A BRIX H (randomized con-
trolled trials,RCT) Ay KRFIZZ M R, [ EIGIT G

8B R X 2 T B 2% B2 B 41 ) 76 98 CIL K2 3
)
BEEE T, E-mail:sunnl@263. net

PRI s MR IR

F1 28 2 DRI o L 57 95 DXL 3 J22 P v T 38 50
B 5 MR K bR OC R Y B S8 D 3 R T 5Y (the
olmesartan mega study to determine the relationship
between cardiovascular endpoints and blood pressure
goal achievement, OMEGA) W.2H 43 #1285 B 48 1 . B &
LS 478 ) B 1 R0 2 JHC O L A8 IR AT it 7 1 2 2
g H JH [& B (low density lipoprotein cholesterol,
LDL-C) /K43 2 1 7t o 1 S8 3 ) . Rk, PARR &
BEA HEAT 2 E AR N R Zi S T HE MO R R LG i
RGBT R ARG AR 3R
B A0 REE R R 15 4F 8] HE A7 B 3 4 15 | o L[] B0 47
FHSEPLIRR . T3 100 J5 ~ 165 J5 i) 1k 0 LA BE
140 J3 ~250 J7 Bl & H i K i 5 45 J1 ~ 85 J1 filL
M AT & A o AR UL 3R 4Rk A T 9
SFVR TR I SE BT . 278 [ N A A OC SR R 4R R AR
KBIr B I RS A BREHT I R AT T 2 e . 5 1 3,
e R [ A it L S S S A R I A
I I s B PR 3R A A 1l Hs ot A 4 B O

AR HL AR T vy o M A A T T A B X LA 1Y
L S5 5 4 e = T 3ty AV s 2 32 g 4 0 EL T % Chigh
density lipoprotein cholesterol, HDL-C) % [a] 85 fy T
B T IEIE AP At 2 0hE .
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Bt ] 28 5 1 PR e R RN AR TS T SN B AR L
I s 7Y %frﬁil_ﬁ ETE . BN R R T R L
TR A 25 R BoR . i =18 X AR AL [k =140/
90 mm Hgf S5 w3k 27. 9% CHLZO™ . 30 [ w5 1M
FE 5 G 5 0 & O KRR R . 2009 4 b e i Hs iR
G I 22 0 I A B R RO R T R A A
(China national survey for determinants of detection
and treatment status of hypertensive patients with
multiple cardiovascular risk factors, CONSIDER )
R R R A I 2D —Fh s R B
81. 2% o 45 I e VLT 2 M A ) SR o 6106, — T H 19
A 84t A 12 040 ] I A S H AR A A W T A
T« T I S R R IR A A RO B AF 5 Ccon-
temporary management and attainment of cholesterol
targets for patients with dyslipidemia in China, Real-
ity China)"" WR , Ifil i 5 % B #H b 51 9% M R H &
Frwm s . E R R 230 )7 B IR SR 00 SR R
5% (prevalence of dyslipidaemia in patients treated
with lipid-lowering agents in China, DYSIS-China)t'"
SERRW] AR Z BRI YT 1Y NG S i B R AR
I B E i A 65. 8%, 2012 — 2015 4F v [ %0 1M
RO R IR A R NI A i R R A
I Z b — Rl 55 R S 41300, & 0 e R IH B
B = EH L LDL-C Ak HDL-C 1Ml 4E 79 8 &
Gl 9.996.18.000.7. 8261 20. 604, Bk i ML FE 45
I =G A b FE A AR S R A L ) 2
(P<20. 05) + AR #B . o & 1 P A1 by X 7E =3 1L K 5 O 45 i
LA 5 8O 28 2 A] 28 S T4 1% B L (P> 0. 05,

Do BRI i g B2 S, 50 A B 5 SR, I R
H 75 VA#W*”*H%%‘L@&%%W ,SGVAJ‘—“FHEH*?”]
WIS e Y47 « o 1 e & O fa e P 3R 8 2 i IR O i
m“@fpﬁﬁﬁﬂ&ﬁ;i*“ .ﬁtvﬁﬁﬁ.%f_gﬁgiﬁjﬂﬂ
FE A e I B AE AR B N RRUAR b A B A B IR 2R RO 2
I LR B KR

SR 4 [ K7 R 45 R 2 900 0% 0l R S i A
ﬁﬁ%ﬁﬁﬁ%ﬁtiﬁfﬁ%u rh [ i g SRR A

e BT M Fw il L F 98 (the prevalence, awareness,
treatment and control of dyslipidemia among adults in
China, CNSCKD)M* F+ 2007 — 2010 4F [a] 7¢ 4> [H 0 [l
WXT 43 368 ZAFEIE =18 % 2l # AT e 1t 40 A K R

Ji S B 0 98 SR YR T R RN R R 4 B Dk 31. 006
19. 5% F1 8. 9%, 2012—2015 4F v [ 55 .00 1M 55 % B
WA WoR TR E AR =35 5 ABEIMLAR 5 & B
R34, T V0, AR HR L rp R P R M DX Y RO R ) i ol
33.8%0.34. 900 35. 80, M B R B & F otk
(40. 0% bt 29. 3% , P<C0. 01) 5 /=5 5L JIH [ B L 25 = Wt H
i A% HDL-C F LDL-C I AE BB 505 R 7. 5% .
14.1%.19. 200 F0 6. 020, MLAR 5 5 A 67 R M
%ﬁ‘gﬂ%é}%lj%j 16.1%.7. 8% M 4. 0% . 5 IfL He 45 FF 1ML

SeH NHE S MR 5 5 RTBE R R ST SR 253 51
23.7/\13.M M 6.5%. £ AW AT IR ¥ R B
FREEOE R A A SRR RN W T v L R LG
HDL-C [fiLiE F /& = % H il i i ok 3 .

PR U, 5 3% ] e i s 5 0 i S (LA v I e
IAE A 30 1 e B & 2, DA R I It B = 5 AR
7R AR R P2 TR IR AR I L IR U bR R
S — T K HR B AR 55 .

® 1 AR AR A R 2B L% (95%CD ]

FRAE 532 G 5 % 15 A I (] o o = Ik i I e it HDL-C 1 £E 5 LDL-C [fi %

it 41.3(37.6~45.0) 9.9(7.3~13.2) 18.0(15.8~20.5) 20. 6(15. 9~26. 3) 7.8(5.4~11.2)

P 5] L 44.2(39.8~48.7) 7.9(5.6~11.2) 19.9(16.5~23.7) 24.8(19. 6~30. 8) 6.6(4.3~10.0)
5o 38.0(33.8~42.2) 12.0(9.1~15.8) 15.9(13.6~18.5) 15.9(11. 2~22. 1) 9.2(6.5~12.9)
P1{i 0.008 <20. 001 0.053 <20.001 <20.001

X R 41.6(34.7~148.6) 11.7(8.0~16.8) 17.5(14. 2~21.5) 17.8(12.8~24. 1) 9.5(5.4~16.0)
g 39.2(30.2~48. 1) 5.9(2.9~11.7) 16.9(14.4~19.7) 23.3(12.1~40. 0) 4.2(2.3~7.7)
75 43.5(39. 0~48.0) 11.7(6.6~19. 8) 20.3(14. 0~28. 5) 22.4(15.2~31.7) 9.6(5.1~17.1)
P 0. 643 0.077 0. 385 0.529 0.066

7 HDL-C: ey % 2 8 25 1 BH [ % 5 LDL-C: IR %5 B2 16 25 1 H [ e
3 BIE&HE MRS E 0 E 3 Bk 3 #F 5 4L (athero- A I 2 E AR R B BRI R AR T R I R

sclerosis, AS) B #L Hl 0 Iifs IR #F 3 5 & IiE iE 157
33 BESHIBKEANREEES S SiE
SESPRAT AL bR T H J1 S fer A 38 BT JE Bl R E e b H

[iS % s [ Bl 2R é}ﬁ (renin-angiotensin-aldosterone sys-
tem, RAAS) ¥ 3 » EE RN M KKK 1l (an-
giotensin [ »Ang [l ) .2 F+ & . ORGP A1 Angl-7
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T VERRAG . 3 N LE AL A 728 fh 00 048 2R G i 45 4
SR AR 2 AN RS, a0 | R A 4 R AE
AN = W A N 2 I A = [ S e 2 1
s B REHLRR R I K R R GE BB ) (re-
nin-angiotensin system inhibitors, RASI) #§ B & & iF
FR 3T Bl Ik 58 A 2500 G e I 48 5 5K AR R 46 i 4 ) )
(angiotensin converting enzyme inhibitor, ACED A] )
REAR Ang 1T T 22k B RAAS-RET I35 K-
Ik & 4t (kallikrein-kinin system, KKS) 37 , 11 55 45 P
FR AT RIS N B T RE S A AT] A e T A () e R 0 ol 5
RN R B AR

3.2 emESSMARERE ASERFPHIER ASE
ey ML P A R A 0 T I A B 0 B i B Al T
AS 5 58 B B gl BRORE AR AR RE L IR T DT
FRE0T 4 Z2 o B A BEPL R A G, w8 Il R v R R
I AE BE A 2057 B BOm LR SO AE — 5 1R LA T 3
[FIEHE AS W &4 SR . FRpgth & i He ] 3 2500 i
L BT YD 7 M S EON B T RE S RS A AL 0N
0 o 5 B PR B AR A 5 R E RN L A B AR R
B A L R PR T . Sl R SR e o A
0 n] e — 2B IR P B2 T RE S H SRR NS RAE
S i 22 AL AT S IS B R A T O 1 A
(atherosclerotic cardiovascular disease, ASCVD) 1) E
Y LDL-C e I % BE LA LARTE N T 1Y
LDL-C n] $ % 1k 7 % AL B AR % B2 IR & 3 (oxidation
low lipoprotein,ox-LDL-C) , # . W 40 g 7 W , J57 & il
UL IR AN B — 2D A N B R E O S R AR R
WU e A i G AT S BN e 0 S Bl kR AL
i Py B % LDL-C %F % 55 P 45 HUAE ) 3 30,
W A R I R IR O RE B AR B R L AS g A2
AN VT Ji S5 2% v S0 e DR AR 25 3 T Sy HLA i R T LAY
ASCVD,

3.3 BMEBKAMBEBREGTG ASHE  HXe
L 175 L B 2 0 72 ASCVD % A= 15 % i o 1 HL
AARELAE FH S 3065 T T0URT A2 2% 5 9 1 2 | R A1 1L 28 A
KA AR, BAT BRI A S R ST IE 52 5 55 45 Bt A
Sl 7T 2R 25050 A L ] e i 22 )2 T A0 3 25 A e B
F ORI PRAG T Hh IA) 28 555 22 LA Fp v 7 AR D3 [R) 4R 5
T2 AT b - LAY L RS B e, 5
Sh I AT B A P B A R A 7T 2 24 5 A R Ik
FJG T R AR U I B AR R B ok, s S T 5 BTG
AL 7T X T LDL-C 512 i I 48 P K — 28 A RURE ik
A B A B R R AR RS [ B ] 48 R R E IR
IO« 335 % o PR I A PN B T RE SR 0N L E AS i
07 T 28 S 3H BTHE AR AR VT AN AL AT IE 2% AS 1 &
Az i T IR 2 /N BT AR 5 A LN S R e LR AR

FER 5 107 ) 2 58 b - 0 ) 6 32 Al 7T 400 185 gl Bk A e
W HEWFSE (coadministered amlodipine and atorvastatin
produces early improvements in arterial wall compli-
ance in hypertensive patients with dyslipidemia,
AVALON) #3240 53 7 71 » & S 1 5 B 46 A 77
WK FH AT s /0N sl RO 1 » % 1 2 Bk i A6 . 1R B
FE 0 W TR I B JIEL [ B 06 97 B0 AS BOVE 4R it 1 R %
WA o A s LR B I A R YR AR R R AT R B L
AeWF 5% ¢ o0 HE 2% A5 28 F T8 B BF f-3 Cheart outcomes
prevention evaluation-3, HOPE3) Ilfi & #F 781 0 4% 4%
37 HE ) R 4 0 BE 2L B 5T (Anglo-Scandinavian
cardiac outcome trial, ASCOT)P R IF 52, 78 & 1Ml /&
T R it s & R B R P e s R R i R 7 IR 3B T %
BT BT 0 00 fa B R R T sl Dk B A AR S AT i
A8 5 2 A

3.4 KR SEIEIER

3401 e IR AR A R I [ BEE 9T AR K I R AR £
Tl 7T 28 257 ASCVD — 2% T )y F11 — % 0By 1) A A
Il PRAETE v X A1 R d v I T A8 25 %o 3 8 5 1L
NHERYMEZH 73 B 7 5 8 e I A s IEL [ s I A A
R I KU B TR A O IR NRE . iR 2
O I 1) — G T 77 8 — G TR BT » AT S 23R 97 3]
3 AN O o A S KU, L LR 2,

3,402 Ay I AR A I L R JIEL B BV 9T I DR B Y
A0y 1k d R AR B B X R I TR R R R B AR
ST ASCOT 44 A 19 342 1] JC . Il 5 95 » 1H.
IF 20 3 IO I f B PR 3R A I R 2 A
SEHI T/ 55 e 3t ) B R 9 K /R SRR R I TR R T P
YR 5.5 4 45 5 Bon s S -F /B ek ADG T A
5 B AR B o s g — 2P AR 2. 7/1.9 mm Hg, 42
PRIAE T XU B AR 11 20 o o0 I 85995 A8 T RUBS: R IR 24 %%
o 10 305 1) £ 25 76 K B R 7 B il B REBLIE 210 mg
BT HE e fth 7T 82 BERNIB ST . i RIBE DS 5 4. ASCOT
K i 73 S 58 CASCOT-LLA) $ Hir 45 5 . H A3z B 15 i
] 3.3 4F . S oBEVIIN . 5 2GR LA FE L BB AR M 7T
4 LDL-C /KFREAR 1900, 2.0 8 2 & 2 mi[AE 5
FEAE O WUAE BE 5 25 58 M el AR 2y ok ks A 1 4 0 U o
Gt ot ) JIRUI: B 1K 36 26, B0 0K M 5 I B00E 4 i 4 o
JRUBS: BB ARG 27 96 o Sl I8 P XS AT 21 26 SR
B Jik A RS B AR 29 060 . B Ul ST 186 A BT 4 £ At
T35 5 SR T 1K A 22 ) e o i A R RS R AR 5304
T BT 98 ZR B 5 B 4G e At 77 55 K & <22 TR 300 Fe 3 o o
o AR XU 79 22 S TE 48 12 1 S0 4 7 I s [ L [ e
PRI AR 25 SR YT 7 R XY . 78 ASCOT-LLA
SRS WP E AT T 2 AR RE R A A S RS
T3 22 e ) 21 A8 T T 32 A 7T 2R 2R T L (LR S At
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1T 225097 4 322 JE R 20 1) 32 B2 i U PR 4P RN AR
IHA 7259, 2018 4E % % ) ASCOT Legacy ™) %}
ASCOTHIFE H 1y 8580 i 4 [ i 2 Fe M il — AP B 17 &2
16 48, kBB AR WE ST T 0 2 b kL B 452 52 2
-/ B e R ST 2H )RR BN B IR O B T RO
L5595 8 T XU AT . 35 R AR 24 00 R 21 06, 85 45 2 Al VT
SRR YT AL R O L AE R BT T XU A7) e g LI
15%.

ek I o Jig 19 75 o MU 5 25 A T 52 e i 4 3¢ Cantihy-
pertensive and lipid-lowering treatment to prevent
heart attack trial, ALLHAT-LLT)M J& % — 15 575 11
s B8 B TR R 5 AU 7T 28 24506 7 18 RO I IR BF 52,
M5 ASCOT-LLA BFFE AR, ALLHAT-LLT #F 5%
AFE T 10 355 B4R 55 %, B/ 1 0 L& K fE
o A1 2R i R vy JOEL T R i A AR L A R R B s 1Y
JLAE A AR TT 40 mg/d BH BRI V4 Bl DT
4.8 4R ILHFSE H, TC 8 A TR AR T2 3 2 gk 0 i = R &
RO TR 22 5 B e ge it . SR AR IR T A

32 %6 (14 560 F R 29 %% 1 AR S0 R B EF Y
AR T AT 2625 . ST T W4 5 W IR YT 4l
FAL 9% 1 F 3 8 I8 [ R oK P 22 00, B F AT
ASCOT-LLABFFE H At T+ 415 R4 19 %11 2%
W, XARERE ALLHAT-LLT #f5¢ 5 ASCOT-LLA B 5%
Z A A ZE R EZ A

AN, 2015 AF & i FR B X T A E 15 A
2y 3 T30 FR A 1 B T AT 0 43 A S B AR R 4
NHE XA 42 236 97, B AE 2016 — 2030 4F, 45 il
LDL-CH: 4F 0] Bjj 1k 45 J5 ~ 85 J7 i) 2 14 .0 WLAH 3E
35 J5 ~70 J Il A R Al 15 5 ~30 J50 M AR T .
DAk [ R348 97 A 45 4F 3 i 60 7 ~ 100 J7 1 21k .0 UL
FEFE 120 T3 ~200 J7 i 2 H Fl 35 5 ~ 60 J7 .0y i 48
V10 A S (V1 QS 5 11 = T O o 3 S O
100 J7 ~165 J7 4] 2 Pk 0 WU BE L 140 J7 ~ 250 J5 15 fiki
A4S J7 ~85 5 0 i R FE T . T L I I
It ) Hsf 4657 FHE S R o 0 il A S LA B T
Bl VE R

R 2 ATT SRR v L RO I 2 XU FR) A SR AT 5

5% 44 B Lo AL L ETEE R
ASLs1-32] R WK 1154 F2 T AR B Bk 37
CARE[3)] it 5719 1774 i 2 E TIA 19
LIPID#] it 5197 3758 FEOVRAETS  EBIEME O N SE 14
GREACE?] it §i19] 686  MIETCRGEAR SIIKAE VAR BE O WAL R ER S PO SO T L ) 48

T I8 T A
AF/TexCAPS36) — R Wi 1448 BOEMEEARBOIEME O WUEPE LA F2 E M0 SO S IR L 44 5 38
HOPE-3[20] 15 12705 O IAE RS FE TS AR BOIE P O WU BE B Al BOaE i 4 o 24
HPSH7) e et &1 10 594 EEMEFM 20
PROSPERF#) — &+ T 3592 FEEARBHIKIE TS AR BOIE M O WU BE B 5E 1 B Al SO 1 i A< oh 16
ASCOTL9] — T 10 305 FEOMAE R &L 36
ALLHAT-LLT0] - Wi 5 10 355 R -

FE T R L 2N XU A T R A 2 . TTA R PRI B il A o 48 T HL AN 4 MU 7 £ A VT AR A7 B 5T s CARE . JIH [ 8 5 5 4R 5
WK A2 Sz 5 ST s LIPID - 3 (Al 7T %08 e i P B 4 391 T BB 5 s GREACE « i It B 48 P A 77 11 56 0o 31 5 F 52 5 AF/ TexCAPS:: 23 424 58 5% 4 1 etk
) KGR B AL 0 5 BF 5 5 HOPE-3 ¢ 0 JIE 28 25 554 TR P74l -3 s HPS . .0 I 352 Bl 9F 5 s PROSPER : 3% A& At 7T 78 e XU & 45 A v (9 7 B 4 F 52 5 ASCOT
AR G- 39T HEL R 2 70 R 2 B8 s ALLHLAT-LLT e [ K A 700 8 o MR 5 26 BF S8 I iR 23 52

4 BhESESKREZRBENMNEMEEEBR
4.1 mMEEEBR

41,1 HE AT RS H bR e FE AR AR 0
IR P R LA O A RE FISE T BB G R o O R 4 g i s A
IR A XU 7K - PR E 2 T e T R i 114 X3k A 5K
Mo [ B AT 24 IE 4 I PR R L AR R0 RO AE Y
ey R » ARG A O L 4 3 1 AN A PR PR T XUBR . i
I 5 I AE B8 PR 2R B8 3 932 I R 7 AN S 2 T 1 s
AL AR B 7K o B0 R 2 0 A o0 ML A 25 XU 1 1
(LRI =R

4.1.2 RyT BARME — e I s AR I R N B 2
<140/90 mm Hg; BETMY 32 & F1 &8 73 w5 & S LA b 9 B
F s W] gk — 2 g 2 <<130/80 mm Hg, % T &I i
r DRI 2% 1 e I RR A 4 R SR 43 )2 A L 78 AT
LA 52 (9 18 &0 8 NS B i Fs 5 A << 130/
80 mm Hg™',

4.2 BhLEZREREERGTEN

4.2.1 ASCVD —Z iy AHE - P01 L BB 5 22 R IH
[E] By 7 04 e IR AR SRR S VT 2R 20T L AR Il
JE35 5 09 35 Al B 52 30 LDL-C 3k kR, R A] RE B %
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ASCVD% i KUK
4.2.2 ASCVD g #ilj N#E  Frf ASCVD 3
ORUTE B R A A 11 S ity b o 3 3o AR 1) il 7T B8 A 7T+ E
T3 25936 97 % LDL-C Bk £ <<1. 8 mmol/L, 4
2% ASCVD $i g . DAREARAE T KUK | SE K J8 35 2E A7
9 2 o A0 T A
4.3 WESMERER ASCVD & K 7 & iF 4
ASCVD Wy A7 J JR AR B T 22 I f B TR 3% (9 2
RO AR B —F8 A5 o T 25 T 30009 A BT AE T 3 it &
TG I 4699 Fe B PR 2R o DA R UL 428 o0 I 5 i XU & (2
R LA I 78 XIS 7K -1 Sy il 3 L [T e s £ ) 4K
P A — A, B, 76 & I B T iR R
(5] Y 7RI L AT A ML 79 R 7K PP A . B B
Hh [ L 9 R RO LB O 0 285 99 R 5% 40 38 4 e T A
P TR B O DA T

BEFC B R I i S5 B IR 4R R (2016 JiR) )
FNCHh [ 00 R B A 5 R (2018 4R A& 3T O )5 11 1 K
2 3 R bR : ASCVD H 35 249 o0 i s 8 8 3 (T
B . XFE ASCVD & (— RBP4 T LDL-C K
AT I H . DA R At S B LR R A R AR
HDL-C K& B4R =45 2 s L PEAE I =55 %) 4T
10 4F ASCVD JRUK 3748 .
4.4 ShEZEREEEETSEEHRE Bl
ASCVD f& [ 43 J2 VAL L b B s It g 5% B I6 18 e
(2016 4RO ) #1 . LDL-C i ZIR 7 bR . fhiT
KL NIRRT A T 259

X ASCVD & B 43 J22 VAl A o e S DA B i e i Fs
B BN ST BUS S REAR 25 W67 o X T R
FE I A AR B il 2 bl ik 259 T Bl LDL-C B 2
<<1. 8 mmol/Ls % Rl FH 3k B G 245 9 i) S8 4 o
LDL-CEAK T H b5 /K-, 0 7R 250 fift F R 46 70 8 i At 7 T
F3RYT ol LDL-C FRARIEEZ >30%

2 S8 B A 0 KU PEAG T HL B B R 2 R
57 TAEh 375 R W 09 LDL-C H bR i A 23R
A 2016 AECH E A AR S B iR AR R S R E
B [ 2 % & 11 X1 (Chinese cholesterol education pro-
gram, CCEP)( 5 ifil s /& 2 & JIH [5] B2 36 97 — R iy
B & Z PO e i LDL-C 397 Hbs. WL 3,

5 AFMEEFREE

P L B LA 9 %2 2 R 5 R B3 O
AT AR TR 7 P2 7 SR A L 2
JE G LI AE S8 (0 3 A T T B X AT I8
VL TEHERT 25T + K0 R 88 2 O S B T
B

R 3 IOLE R R 5 KU 0 9% & LDL-C H #5748 (mmol/L)

I PRt 25 fa w3 2 LDL-C H 57K ¥
ASCVD % e 17 18 <1.8
o L A I R " e <2.6
UL =2 A fE R I
i E A IF 1A fER B R e <3.4

iE : LDL-C. IR % B2 I 2 1 I 8 B s ASCVD: 5 Jik o) A 158 Ak 100 1 5
g3 s HDL-C.. o 2% BE R 88 1 I T e . e B PR 3R 2 02 B 2016 4R (o [
LN S5 BiiA 16T ) » A A% HDL-C B 3B =45 2 st =55 % .

5.1 FR#‘MEERER MRS LMEAR<6 g/d;
2 o) T A A DR A i <7300 mg/d HESE R
FH A4S W 5 2 R 68 % 3 K L A5 1 5 BR 45 R 4
A A Sh Y e R SRR .

5.2 FAE T ARCE VAR ROHE I Rk e i —
5.3 JME PR E R KRR <24 kg/m®)
15 B I 5 (3P <<90 em ., 2 <<85 cm),

5.4 EMSEESD R E T P SR B
6 2l A5 AT A8 B B B AT UK ) . 4~7 d/JH L R
1 30~60 min/d.,

5.5 ARIRSR&HIRE AR LR A I e I A A &
BRI o AR S PR FE A o N BRI E<<25 () |
<15 g/d (& M), 5% T L 4 4G T . U B A 1 43 il
<50,100,300 mL/d,

5.6 BEBRMEN,RFOCETLE

6 BIESHFSMASEHRYIERF
6.1 MEIEZGWIEE
6. 1.1 & I s 4 JF & I AR AE A B TR 245 9 3 49 J 0
e I A I e 6 TR 3R AR A A s v o g AR 45 8 AN [+
G B DR 2R M5 OFE Bl A R MR R 259
P E LR B VA T8 I (2018 4EA& 3T RO )5 i . 4 %%
VERE R AL 25 . LA R il 24 hoifn Fs » 5845 2%
WF o Jil 185 5 R R

B S o IR T P 066 45 3 7 A s 24 g ) LA i %
T BLRAH LA R — 07 w2 AR e 1 S 0F &
JEL ] s L S O AR R AE S LA M A R LA v S T
#157) (single-pill combination, SPC) iy & fili /) Bt & J5
Zs 00— T MR 25 S RN 250 Z 8] 9 AR HAE T .
6. 1.2 AR i s 5 I e I I S I RE AR I PR R AR
WPEREEZ Y T i G O & I e & 2 AL R
ZHRE R IR AS B R B IR AR
1) RAAS B BTG . M 28 B & D0 56 4 75 55 45 B0 0] A
RASI, G H 2 K0 . 75 2 RS 45 B 70) o 28 6 1R 2
SHP A 35~52 ho B T ) S 2 1 I T AL 3 ik
R A P 20 I B2 27 A0 o PR 2 Wi AR G 6 4 7 1 — A 5
i . 76 RASI H iy ACEL, L% &5k & 2 AR T 57
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(angiotensin receptor blocker, ARB) XY A £
Fift 5 W 32 1 1M 24 2 52 9 >30 W' 7R 5 4 b RASI B
B REAR 24 ORI ] ol Hs Dy AR T 3l RAST [H]
I ASCOT i He B A T 2 BOHE DR o T By o 7 =5 F
HF5E (action in diabetes and vascular disease:preterax
and diamicron modified release controlled evaluation,
ADVANCE) | % #4F 5 il W 5% (hypertension in the
very elderly trial, HYVET) £ K BRIHF o5 $2 4t T ACEI
5 W3t D B3 APR 4 DR AR T IXURS: (R e 40 o 0 B Tl R ARG
SEHERE i —Fh ACEL, 1 RASI i ARBUR £V ) 5
Fofth ARB AR Fo I T S7 ROCE L A 5T AS B JEIIE . {H Bk
Z ARBTG5 W R s . B 5 BRI A ACEL
2 Gk T ASCOT WF5E S b 1 B 1) 2 S b F- 16k
B B A - BTG e At VT B I A VR 9T 19 BH PR TE S

FR 3 BRGNS B 32 K BELHi 790 T 52w i AR, A [
T 3 AL 7K B 20 o BRGSO
ey JIEL TS 10 )RR RN R T 2 . R T Y R
i 24 35 R 540 7T 28 25 6 5 (B A — TR b 2
X BB TG B R 7 AR AN TR s e H R TR A
MR BRIGZAh 38 T AR 48 e I 28 5 A7 78 1Y 91 3 N TE
R Z5Y)
6.1.3 LI SPC MRS TS WOERFE NG A
57 LA 2 S /BT HE (ot 7T SPC Sy B il 4 1 Fs A 3k
B I A] e R I G L H A I T 25 W) L 6 355 A RS BRI
RAST, e H IR 45
6. 1.4 gk R IR 5 FE R 25 W) Z 18] A9 A B A R A
PR S TT 2824 - m IR IAPEAL T 28 25 dn - AR AT
WA T AR R Y 3R RO A i (5 R P4S0 il R Y
CYP3A4 i, s & F-Re a8 40 i CYP3A4 i ikl 12 i
PRI TT 28 25 B9 AT . S Z0E ARG I 25 7 B2 T L 35
T Y A A XU o DR B SR S R AT L £
7T B 9 245 1) 5 24 1 << 20 mg/d. il AR b P 4
R IR M oF 28 B B xF CYP3A4 40 il £ FH AH Xt
55, SMITRAM A YMEAERAHE . Hara A
(5 mg) HRTFEHATT (10~20 mg) 41 By SPC AR Xt
i o

RAST 57T 28 25 - il /R A9 ACEL 3 J& 5 H
b 24 Wy e AR 5 T K A ELA T PR SO ELAE TR
B BOKYDIH AT I B SE VD HH R O 28 40 M 6 R
PA50 I . T DY 3E 3 S 40 M 5 3R Bl P450 2C9
FAb. bk ARB 57T 2825 & FAS 5w A A 254X
EIPIle
6.2 FAERITAWIERE
6.2. 1 AJ R O A R AE [ 2 ) A A
112825 GEARMTT T HE AR AR YT B &7 et 77 S T A At
145D L0 RFE  REL ] st A 540 #f 550 CRAR S 22 A1) L A e

[Fi) B EL A ik S R JIRL ] B4 T 1) SPC,
6.2.2 FEZj4 k£ R E R LR LA 5 Y n)
X712 5 A E B i E (LDL-C K F /i R & 16 & 43 )2
B H BRED B 5 7 R A R P b S5 S R A M T 2 2
BITIRYT G 4~6 A E &M AR . LDL-C ikir )5 . 4k
SEM T H KA T . B A T 28 25 K BBl
LDL-C 3545 o b7 56 T JIE 35 P W s 41 1 500 DA AR 45 T8 fob 3%
) BT B 7 8. @AY T 2257697 )5 LDL-C 3545 .
M9k HDL-C(4F HDL-C= i 6 [# i — HDL-C) &K ik by
() £ 1 S AR 2R 16 O s (I 1R 2 g 3Bk fe
AT TR AL A W 3G Bl B AR BT L B R
IO B 45 i X L 0 B AT 2 R DL AR .
FEEAE P DI REAS 4 588, Nk G KR i T 252 5
DURRZE 25 I Ik . O H A K e A e JIEL A 4 A Y
SPCCIPTHE AT 10 mg 8¢ 20 mg—+ 20 & HF) & ]
TR 2 B0 I s A v IR EE O AR R R VR T O
Al AR 2508 & LDL-C kbR, SPC & B T %
ik AR KA IT AR NP . 45 2 )5 AR S R RS
10, 0L I A At B e 50 A 24 1 L AR A5 I i B
WEBIR . OVIIRLEZ )G A~6 8 N & 2 g1 )
AR LR A MG . AT B OE % R 3 £ SUUL R il
REIEH BB S AR R 2585 69T S UL E
RONTE Ty WU # i B w5 2, Ff2E b ds br ik 2
WEH IURRE IR T 2R J5 o T I 22 A7) e e 7T 2 2 Bk
IR R WA AR T 22 A1 o B8 AR AT 22 45 ¥R 97 L 15 A BE T
8 JoRL B i e ASCVD B3 0 % R R i Rl 26 1 4%
fL A B T 2 9 (pro-protein convertase subtilisin/
kexin 9, PCSK) il M6 97 . © KA M 7T 252
A TE AT B | RS I S R 0T A DR e 0 XU
FE 2 RURE DR B R R B AT 28 2 06 ot A A R
SR S A 2RO o T DG AR Al TR 38 A Ath 7T 6T i % 98
TEAB PR . (AT 2 2500 i A AR A
A P 37 &0 DR XU o PR Ok %o 8 1 £ 5 1 g
i B2 e 1 W PR S5 A O R At 7T 28 2 2 AT DL g KR £
e, ©%F 4 I =k H il % Tt R (=500 mg/dL,
1 mg/dL=0.011 mmol/L) ) & 3 , 7 % ¥4 B 24k 7%
7 SR s o I B % ) RS A SR P kA I DL AR
YRYT AT E R L e,
6.3 BEHIRIT EEYTIERD BEE RN E ER YT
BA AR D AN A A A o I 5 97 8 T A T I ) 77 0
[ F30 [ 1 245 5 b 7T 28 24 066 P 2 v I s R S O I
RIS AS SR L B L B R TR T B R S B, A R
IR M E Y32 T) Herp SPC W R AR X — SL Ak E iF—
HREAR T AR I IR 2 U A R e ot B 0 XGE AR
R 20 R 25 .
6.3.1 XUAPRBER  AS 2 il s R & A O N i
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A5 Ja 1) T L P A R 0 5 v O R R A L R
K AR WO X R R v IE R R I RE P 2 R
3l ASCVD [y fa [ [ 28 E A7 T B0 T 4E 22 9 0 4k Jie
REALG O L 557 A 6 3 1 2 2 U LA 8 3 R R 3

o L A — A A g Bk i R 45 22 T = Sk RRAE (R AT
PR L5 25 AR IR T 0L 1 32 2 e f KR
J3E b AV i I 7899 O R R & AE R BE T 1 SR fE B
PRI I8 VA T e IS 16 ) B 350 i A At g ) 6
O L6 e B8 R 2% G G 2 g OB [ 2 I 9 & 1T LDL-C
SR AS WEEAF R . FiE LDL-C 7K/ 35, i i
P I AE T 2 95 1) A RS A B R 446 %o s 6 0% 2R S % e
f4 5 I TG IH S5 55 T A5

FE] PN A/ RS i s M T AT 2 R A A5 R R L R
AU L9 1 A6 B8 P AN (S e T A LA B — f B (R 3%
iy AR B SR MR R I A fE R R R E .
S BT I BB KO &I fe B T E O B ) T LR
ASCVD (a1, B B ok %2 F# ik LDL-C /9 H Fr{H
KRS . 7E 6 ASCVD 1y %& 4= b5 1f & L LDL-C
MEFF
6.3.2 JARITHMME  ASCVD By &4 & & K Wk
PR AT R 1A 56 S8 6 2R A9 03K 35 HA I ) SRR
P BRI A R0 B R 38 T TR0 S 300 I 55 3K 45 1Y
FEILA AR BEYT SEb B R L IR A A T RO
AR O I A8 95 7 45 A TR A ™ R [R) R, 2012 4F:
— IR 20 THESE 376 162 {5 f 3 [ ZE 240 70 B
TR s — ST 0 I 2 AR N AR L (50 00) B
KT WP R 66%.P=0.012), —WikkFEHE
P RS 1 St ST 0 AR A R B SR AL T R R
2y AT 2 25 3A T7 A X T 5 0o i A RS )
Bk, WFIT LAREFEZY AT AR NP I A AR A 2
HE BAL A VT 2 25 AR AR 47 0T 4 3 R AL T 00 0 I 3 v
SR 18 31 % .21 Yo 5 B4l b R 2 36 97 1K A 4 mT sz 31
1396 .32 %0 1y AU R AT 5 17T B8 s 24 At 7T 28 245 3 4R M1
3 D) T B AT 96 9 M 4 B 38 50 Y0 46 060,

— A 8406 il Bz 57 B IR IR T BB E RIS o
BEVPAl T R TR BRI IR YT BOAR A HE . & B2 4 A
P f Oy T = T AR Oy - O IR AR
Wi He B B TR 9T BT 2 25 0 A0 B IR 254 B
B> ARG . @ B AE S 55~ <165 ¥ A K
MU 65 ~<T75,45~<55 FAEWMBE R F IR =,
QVRYT BB« K& B 55 W8 T W 25 I sl %) ] ) o s )
BT RN R LT 5 B R FE L B i 3R 97 TR i ) st A R
BITRMNE R FETE . TR T 75 R i R 3 R R
Bl H B G At 7T 28 23R 97 A B I]

6.3.3 SPC 7£ i Il F £ 3 1M Fs 1 g 0K Ar i B AT
i 2003 4, Wald %5 i H Markov #AL 15 T

55 % i ik A1 SPC i 2R 19 .0 I 48 3K 5 o B - Y XU
PR A4 1R L LDL-C [] 24 2 e 22 82 A 1fi /> # 2 g 5
ZAK ST SPC AT R AR b 80 Y0 i e it o JUE G 5 i A
HOXUBS: o BE IS B A A 1] 3R B R A Il PR BIE 5T
ik 17 SPC 7E .0 I8 9 Bl 6 75 1 A R rE S R A
PECY L 2R A T WM OBt N g BT B K B — 9T
B A Z NG TT 5 .

B SPC B LS R A AT VRS . 2 D4
B B2 9T A R 2H 2 2 K e R R R IR 1) SPC 2 AR
TR R . A T A A B e I A 2y 36 R
T B A0 5 i 5.0 (Centers for Disease Control and
Prevention, CDC) 2840 21 -F 2016 4E k& fi T HEARTS
TUH 5 ey B T2 B2 7 S k.0 i 48 i A8 B D A 4
A W ] SPC $2 T BT 52 B iR T K
MPER
6.3.4 SPC Wyl R UEHE BB B30 B I IR ) iz 4l
FH H0 A i PR IE 98 5245 1) 3 s 2 3665 fl 7T 26 25 SPC
R A/ BT TT J s

SPC # [ I 5 A 54 1 O 18 XU 3 AR 50 7
AIREIA B T R AR IR N . — I8 T 56 e R A
file e U 4B P AR R BA A B 5D 9l A
19 447 87 Hovh 1537 9] 45 52 2 S8 b ~F / Bl 9 A% A
1T SPC (single-pill amlodipine/atorvastatin, SPAA),
17 91045 32 S5 45 P ST 2K 25 2 R 2y B k&R
J7 . VAT 6 N H B SPAA AT IO B3 L 3
T2 Hgi i (56.5% 18 21. 4%, P<<0. 01) . i 4 [7] I
O3B SPAA BB HEHUR ST R A MK G A
HAF IR 7 R M PE (OR=4. 7, P<<0.01), SPAA 4]
O I S GO VR ZEATE B O ) 3 98 O 00 - At fik
IO B i 2 v A ) i 7 % s 5 1L 32 ) KUK
BEMR TN ST R B S H (HR =
0.68,P=0.02), HF5EH ML Cox ol KU B2 AL 73 Hr
RIS IR YT O 5 AR A O i S XU
FEM K (HR=0.77,P=0.003),
6.4 BNEEENEMNRESEENKKEZ(E1)

7 IGRBTFESEIRN

7.1 RBEWEAG XA R R AT AR A I M
A A 6 PR 224G HE R 40 i 555 AL I s K SF DA S A A
B R 3R HE AT e B 43 )2 1 B AR RV il R H AR R
LDL-C HA#A (& 3) . REE G JHIREIT O i
LG falk R T A 2,

7.2 EBEAXNTFW EA A IR R G 58 I
F7 00 B N B E SR A R

7.3 EHWIIEREE KRR 25 0 O kR A A5 BN R
() RASICACEI & ARB). X} F 4 i A4 36 J7 2L F i
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Jei LDL-C {738 52 F A (L A 8 1L 1 f8 5 0 XU 8 i B
e @ Y R S BV S b 7T 2R 25 R R 6 T — B i
A B UEE A6 1 T S i BE AT 2824 . xRl g IEL T 5 0l A
(9 e L S8 5 DB o MK AP S 25 T 25 B R FH o 1 2
5t 7T 26 25 41 B 19 SPC (5] 4n 4 4 M /B 4B 4R
fBiT) .

7.4 FrEOEfE MR IAARR<<140/90 mm Hg., ¥l 4H
RIT 4 JA G LV 580 DL R E T 24 1 5 RN T
7T 2253597 6 J&Jn I A2 2 ML » A7 R 1K 21 H AR{E
i A R A i 2 700 b 2 L 0 BRI W AN (R A
AL A9 98 i 245 Cln L T35 752 0 s o 790D

YR PSR AT
BHEMEERR
I
#RAE XA 18 E LDL-C BARr{E,| | =EHE 30 =500 mg/dL
HATREIE . FRBEEEEATT, HE || (5.6 mmolil),
3 MfE . LDL-C JUktT EANEEESY
b3 T
b7l L +
= PEESATT : TAREATT, e ch SR AT
g R 5 2P E Z I 6 A, | [ S24% 45T : 20~40 mg
& | |__fikifEE ACEI SEHEIT | | MsEtftsT: 10~20 mg
| MERRsE fﬁggﬁtﬁé 14 0~20mg
MR, el 24Tg
IR AATT
(5 HEFESPC)
I
Py
\/ MRFHEE . BBSATTIRME R,
A& FRIE AP E Za+ith T X ESPC

T LDL-C. IR % J3 Jig 5 1 A0 B B s ACET: 1M 5 55 7K % 5% 46 i
il 77 s SPC: B f 5 75 71
3 = (1WA el WA 1) e e = N

7.5 ARREEN JHifbiTRAGI R DIAEHZ
6 J& P A A I B B B 2 T R LR . LS AR
LDL-C 42 i 15 B0 LA B (8 3% it 52 16 00 8 52 1L Jig LA B %
2 5 LT 8 i ) A D00 A0 E [ I R o 28 0 1) A
[SYFRIIAS

7.6 KHEIAFT 2 Hm L g v E R AT AR Y
ity B AR YT YRR I LR IR A

ERAMR(BEFHRRETIER)

AT U R RAE A — BE e | £ 4kt (E i 32 5l R4 B e [ B
Fii 42 BE e ) TR A (AL BT HM RN Be) L 2 W (BE ZEE B R K
PRERBE) ARl ZE O (5] I 2 B o g B AR IR B ) L BR A 38 (A2 LR
S ERS) (I Cp N R AR 4 B R B £ 3 G 4 A
RERD P REMME =B HE R R ARE

Be) BRIFIR (ALt R2e AR EEBE) (42 55 (B BRI E B
FEORT B (R 5t R 5 — B U B2 ) 5% ¥ 0 (o [ I8 2 L 2 e
SMEE e B A A (Y A2 R R A e o — IR B B b TR
bk NRERD KT (b B B 2R 24 B BN E BeD
FIE R O [ BE A R g BN BE B R 07 GAAE A N IR B
W) AR J7 BTSN RO BE Be ) L BR GE 7 (O 1 R 2 A8 G R B )\ Flg
FECP IR MR A — PR Be) B A& Ci AR S B R 24 bt 42 pi IR
Be) St 3 At B B R 2 ALt TR A B2 e A [ JHE iV R 27
Wi J BRI K PR ) B EUE (7R A AN REE B Rt (i i =
BEREHB S —BERD R b K AR ERD AP
WRZFH BB MG F R ER R E W RS — BB £ &
JE b RUR = AR BEBE)
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