A I B AR S

2016 4F 8 H %5 44 #4558 ] Chin J Cardiol, August 2016, Vol. 44 No. 8 - 657 -

5% L B

BB RHER 2%

HAEE &S

KAk, Hl Z 8 (TG) fud o x & — &
ATV F, FHNEPRET TC fng & ERE
B fE B B (HDL-C) Z 8] 7 & #y f A1 X . K IE
HDL-C A -F ¥ & % " TG ¥ £ & & g K6 iy U
B, IWFVRERFEREZELZEEFZERS
el TG, 7 Ak &8 T B TG AT 3t & 0 KR R e
MMM EE A, @ F 88 TG ATk &AL
BE kL (CM) A (3 ) AR K & & i % & ( VLDL) Bkt
ML, eHHEHEE S TC MK AE & Hwm=8
fg & & (triglyceride-rich lipoprotein, TRL) , TRL #y
L fR 7R B gk kr fig & B B kL (remnant lipoprotein
particles , RLP) FE A (R AR F /N AH x5 4 2 E B2 B
T A A K B 50 0 Bl Bk AR AL AR B, EOE
A o R By 5 3 SRR R A Y REFE B R
& TG 4% ?

—. TG 5 &R

1. ZETC 5RCH: %1 ANRIET TG §E
ok Aoy B AZRE K B9 g K % £ Framingham # %,
R ILEIHE o v & B E B (TC) R K E W, 6 9 A &
HDL-C ty 7% TG AP0y F K & &8 8 0 /6 16 1
B3, PROCAM # % iE 5 4R 5 5 # D
BAELARIRERMEFNRAGCEE, ERE M
FhETCE-ELEANFAT, COEEHNLE
FoMBEFA, BB T TG AF £ % L F HDL-C &y
BOmARREE"Y, MEWNERRE S L E 40
3 52, /2 IE HDL-C Jg , % 8 TG R E A7 5 &% @ By
PR BEAE 2 T {3 BT A BRAT R R
UERFRER B, mTRERS TC EWA XM
H % (4 & HDL-C AK-F ik & £ 3RG0%) fo i oy TG
AP At AL B e 84 K 49 FF R, R IE HDL-C &
P, E M TC & B A H oL H
Y, A, ZETCMBEOR LAWK R —HEF

DOI: 10. 3760/ cma. j. issn. 0253-3758. 2016. 08. 004
AT . [HE [ REEIE 4 (81470577 ,81270956)

FE B0 410000 Kb, R 2 HE — B e O N L
WEMEE X, Email ; feliuling@ medmail. com. cn

IR

P
2. FFBETC EROF: MAERFEREHALR
IEHE B R An R, % Tl KR e X A& ) HDL-C
AT R A R R A R AR, AT SO R R
R R R ERE T #EH TG KF Lk, H
LB 7 1979 4, Zilversmit 338 H T “ 4 5 &2 K
SR AR A B K R A R, A B TG Ao
RIP R EWEF EFEME R, BERAT,
ETCHXMNREMTRT EHAL — F 70l KAE .
A BB B W JE G B Bk R LA i D R R
F R AR g, AR T R X dE R TG
(BERER)ERACHN KR, HHEREEF2~
6 hty TG % EFAL EF 0.2 ~0.4 mmol/L, 3x F % /N
A8 B R B E UL 3E R A, Mora
S 3 T R L M R B A AR R B DA R Y
mfgF b, K TG LA, HA B EARELESE
A ZIERS THRAM D Z . MHEZERS
A, B E AN B TG Wk 7T F4F M 5 Rk
o A S 3 ot g KR, A T A T AR R AR
4, Langsted 4"V 8 5 1 8 R, 9 R ML A LB B
B HE & 8 K E (& LDL-C) 3 7 B & o & X
fero AR I JE 2= AR o A IR E R X 7 E Bt Tﬁ}%@/ﬁa
F R BERA A a4 W A AP B9 R IR ), T
B 5 hn BBt A v T e B RO B
Women's Health #F %% % 26 509 4 & & & M 3
AT 1L4FHKBME, EHGRER LE R E.
MEBRTWE M, RAZEMEZENE TG K
TG mAEEEE A EE SRR E TC,
HDL-C &, 7t & th = JE TG A -F 3 & & 9 KUK By T
MANEH %, A 1.09.1.21, 4R, R
T HDL-C KF )5, =i TG KF&& 45 &K
HARE, HA S H ARy 1.98, X FEHE
TG AF 5o o 8 % 2 X BR % /N, T B TG
XA KU T E A FNAE A . B REAI
ZRFEEF2~4h TG KT 50 g E 4z BA
fﬁ?ﬁ%ﬁ%? FEEHX — B R E E A Ay 2K T
BHTR TG, Kt — B LT 3 R — A
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“HBIGEIL B, 5§ Nordestgaard % #F 55 4 £ 4
o BB R R B TG F % 1 mmol/L, %
Vi bR S P A e N NN 7 7 L AN N S ol
WAAEERFEARL, Hik, EEHE TC HRE
FrE £ HUAE 3L | B o M 0 B R | B o M 2R R A
RN EEBEFE—ENENZER, &
MAEZE TC KFxtE &R FEHibHEEIRERK
= o

— .RLP 2 & & (RLP-C) 5 & 0 &

TRL 4 4 # 4 # CM, VLDL X X & #t /= 4
RLP, %74 TRL £ F3 + FAW B E, HEh
JFHE & FR B9 CM VLDL 2~ 3 A\ 1t J& , 72 f2 [ 8% B
##%&ZaWtERA T 5 HDL LDL 48 & & 3% & 4, &
BTG HAHAGFEEER . RE&ZE E, B, REH
Fm it K R TE B e A Re BE KRR, B
TC A BB, MM RERHFHLETRLT =, 5
SHEEEE . # 5% 8 E,ETC &R ERNT
%Wy RLP, 1E % VLDL By A #2754, o 6 55 F fk
& B (intermediate density lipoprotein, IDL) 52 Jit | 4,
& —# RLP, RLP-C % 48 ft & RLP B4 fr & 4 1y
B[ B2 , B R BECR AS T 4 K ## )8 9 VLDL fn IDL o
WA IEEE, & F R AL EHE CM 7 b 6y 2 [
BY . BE® TG AP T5| £MIEEBKEEE A
MeE#g 7%, HDL LDL 5§ TRL X X 5% 7 = [a] #y 2 &
BE-TG X ## %, & %4 5 5 RLP /) T 1% &5 £ oy
LDL Bk th 3 % L % HDL-C A F B, B 30 % 3
Jk o8 AR AL o R . AP A & B & TG K-F 5] A8
CEHNAEZTHBERTZEN TG K & 1k fl &
' 4 JH E By RLP 8y Bah ik s AR 1R R WR 2

L. g% & Bk A /N % e 3 3030 ool AR A L1k
2 8 Fk M AL B AR i A A o R I v
W TG K FHEHFTE ARSI KB HFEMIER. B
Y TG K it e E it — & B e, B TG > 50
mmol/L B, fn #* 8¢ % #§ TRL [ fls & & Bk K K
AN ENIE, TERFRF B FENA, TR-F
JE WS TG e &2 (2 ~10 mmol/L) #y TRL B kr &
INETE T RN AR B kR B RO T T R
BREEEN X REFHBBET A2 3F
0y TG AK-F &7 3 BB R K B0 & & T A 51 A2 0 i 1
K, e TG fufE B2 i X TG X F o KA H
B, 2 VLDL &4z % CM &t B B Fr &, B & &
B & & o ikl AR AL X UL N A B TRL & A
ACHE =4 RLP A B A B3h ik A AL 1 L

2. RLP # ¢y B [ B2 & TRL 2 25 fik 3 #F 52 4 8y

KA RPTB Jo, 20 BRI FERE (L BE SR o AR B &
B, T B TG 5 & g By K & &R E 3 HDL-C
(EP4E HDL-C = LDL-C + RLP-C) & 3% %", s ¥ 32
7 3 i #y o E R MUR 2 RLP # dy [ B R
fide TG A5 ", HFHELA, BEKEFEL~Th
Eiiid TG 5 RLP-C ¥y ik E WA FATH &, —F =
mAEAEMx", BHTC A% wn @R
W, T BE B B R Bk 0 4 #%, B RLP #n LDL — K 6 4
L K EMEE BB, & B AN L E TG A F X
BeH R B E PR TRL & E R % 7= 4 RLP W & T
FE AR B 3h Bk AR AL B K 4o RLP o 8y fE 1] B2 K,
AARBARBHEEMHEERRE, KERARF
L3R T, FHE B RLP-C A CF X 5 & G R %
FAB,MESECRNELE R i E & E7
A1 2014 42wy 1 SR 1) 2 B A K B : AE 4
J& 5 W B B & A 4 B #y VLDL IDL RLP-C /X F
TR NERENRESNNES TEF B4,
KRAAGH RLP-C K FT LA GRHHRER
Nm R EE",

F & # RLP-C A -F 5 [# 1% #y HDL-C X -F &4
Al K, X AE A W R M R AR #| . RLP-C K F 2 &
AROTH ML EE, STERNSEH
Ve, E VAT A & B B 3 BT AF R PR R & AR AR AL
W EHRRELAEE, AR ERABEAERE
Y., BASAEERMINTFRR BT EE
%M E BT, AESE T AR B RLP-C K P2 | e
A AR 0 1yl B K, B A A 30 3 T PR 1R TG K
SP B R AR R M PR RLP-C AKCF, WA T PR 8% o o
FE s B Ft & Varbo 21 40 15 AN R
%8 9 7= B2 RLP-C  3E = f2 RLP-C/HDL-C #y th f#
HDL-C \LDL-C % i fle $6 Ar L R & B B 4
AFBEAREERE G HT KO REE, ATTH
AR A AR RS AR E N TMER ., &R
A I B RLP-C KP4 F & 1 mmol/L, & it % &
TRt 28 2.8 4%, §5AEKRMNERE R TE
FE = RLP-C X F. 3 & RLP-C/HDL-C b, .
LDL-C AP F 5 #5388 A 7 Bk o P20 JE R B9 XU, T
HUWMEMEN ML REI RGN E L, B ILLE
FETAEHERE rechdE = i RLP-C X FHA & ¥
WORE KB R G, EEERE RS
A Bk 8 HDL-C 7K 7 [ 34 B e P 0 i R oY XU
EH Y XL A E B 3 E B RLP-C K7 & Jk
3 T K HDL-C & -F 8 — T 8k fn % 08 I 77 8 & &
W&,
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3. RLP % ) fik o £ 72 Ak W] # B9 AL < 30 Fk o6 A
B R —NEMKRELE, RLPF S HEE RER
MR RN AR PN ERRE, £
— N EEREANAH R F, & RLP-C X F R T
B oo MU 2 40, 35 5 5 By R GE KR 55 Y A
X, LDL-C XF 5 REARZ AT LA EEH
U0 AR R W AR Ak iy K WL T B 2
W RLP 7 F & LDL 5| &, RLP X LLF & F F
MMRIENRE R FH o0, XT YA KA —|
bR A BB R IR R B, W R e — A
K[, MEN KB, NTTIR KL 30 bk B L,

RLP 2 2} ik # FE#E AL e AL %] 5 LDL 4% 4 48 0L,
TRL e 7K f 3 #2 o B 0y S BR H 0 5 I 2 6 A B °T
BB A IR R E KR, 8 FE o A A B e B A
MAFHNNE T, BN ESmp, B, g KE
FEREEFZEE I, AR E /N RLP Fb 4 & &
¥ gt B B B A 46 O\ B B Bk AF B N, R Bt B
RAEK MM, YR ERAEERAR,RLP 2 &
FWL TR ERIER TR i RLP R &% 5
Jik v JE T B R 0

RLP # A % % LDL E & % 5% o 3k 3 ik 3% A A
tEH, &5 LDL At , RLP AR AEMER S 5
HRERENEASEREE S, TMhET LDLHE
k. 5§ LDL F [ 8 & ,RLP 1 % ¢ & b 7]
BEEWE A, TRk E

= REHABBERBT %

3T B 57 B T BA% LDL-C A = 45, b 45 48
4K TG K 4¢ HDL-C K-F, FA MG K 2 FH K 4
KEBEH AT E TG B (TG >4.5 mmol/L) , H
Bz ¥R TG T 4 % e 3t g Lo 25 40, SR
BB BT K TG 3 RLP-C AP F7 4 5k o & o 4
Hino BAMED A GE KRB AEE TC &%
ty TG AT Bk 5 2t i & Kty e, B 4% B Al
B I PR B % U X 0 M RO R K A A
f 9T AR AR T & A, BE fE PR 1% LDL-C 3K B, b fik 5 1K
RLP-C By K-F 8 — 2 5k Al 2 & 7 I5 K& RLP-C &
FOMEFERE R EFRZ P EEEH
RMERB AL EHE T TC RARLEEMEA
W flE & | B4 APOC3 % A i fe 2 7T st B A
A B PR RLP-C KTt 15 A o

1. APOC3 #f%| % : APOC3 HE L F % 11 & %
Bk AL/CI/AINV & E % W, %4 APOC3, LPL &
TG 75 i 3¢ o & ff o X 4% B , APOC3 3 3¢ 47 4| LPL
0y 55 P ok % e AT IE X¢ RLP-C gy 3 B, *f T APOC3

EEh ko MEH, FEHETC T 4% 7
B0 B RS TS5 419% 2, Crosby 227 4 % 31
#H 4 APOC3 # F % & 0y #F 70 3t 5 3¢ o 8y TG
W AR 1K 39% , BB B K B NG T %
T 40% . — I KA 55 A 3E 52 APOC3 41 41 77| #% 52
BTG A, R ERH T — Kbt
EAFEEG T4, BT A LA RN F IR
M5 ¥ 3 B DNA 2 mRNA £ & T 40 4] % 3 B/ %
k. APOC3 X E # 4 B (1SIS 304801) i 5% 3 1
TG 3% E 7 15.9 ~23.0 mmol/L ty X #% M & CM &
# ¥ APOC3 K F K 1% 71% ~90% , TG K F
MK 56% ~86% ',

2. PCSK9 ##| 7| : PCSK & — Ff 2~ W & £ & B
HEHB, TS DL &0 FRD FARET
LDL %4t &, AW RLP 7 D fe LDL %K 454,
i PCSK9 414 77| 3 3t 3 Jiw AT 40 # % ™ LDL % & 8y
&, ok AT JE 4t LDL RLP o9 % fa A2, b # A h
E A At R K RLP-C th 8 7

3. 03 JEM BB EEH T TG >5 mmol/L
EHTHRBR RO R E, RIE 1 RALEELNTE R,
AR ZRB &+ -3 I8 8 fe PER B 0 AL
G AN e RN R e B LN
EVOLVE # % #5 1, TG 7 5.6 ~22.0 mmol/L #y & #
FEHERAFNEM )W o3 AR’ G, TG KE
THT 31% , i %t B 416 B A i e 2 TG R E R
THY 4%, faxF TG % RLP-C &R F A
WAEH ZETH o3 BHBREN TS KR — RN
W47 #R Bk 2 K B B I RS2 3

A — A7 A HF 58 P By R R RLP-C KT 19 7
E(DBANEA LB I T LB (2)
i 48 4 5K AL i T R By 26 T 9K fh e T B LA TS e
e R

H % 3% % WL 46 & 1 3 = JE TG #n RLP-C #y
BRANKEfmEEL TN AR EE, EZHE TG X
o T AR R AR P B3k ik W AR AE AL RLP %
238 %, W RLP | B4 ¥ 58 09 30 30 ik o A 78 1L 1E
Fo BlAECHE P EAREL LDL-C § £FEE
i, Bl B0 % B X EE S B RLP-C K P ey i 4l 2
1% A B AL R T 514K 36 5F B P& I RLP-C 3R &
RETHMEHAEEKE KN, B ERE
RLP-C % %1 B A7 69 24 4 s AR R 36 0 (875 B 45
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