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#H M8 % H B (apolipoproteinB, ApoB) & IfiL 3¢ JI§ 5 1 i 25 H
T4 43 s ApoDB TE 3 ik N Bz T ik B8 TR A2 I 3l 2l ok o) A 65 Ak 7
KL IR L3 ApoB JKF- 1 & 9 S 8 IR AR I AE A R 2E 3l
ISR 1 RS o Ak 4 I DA 38 B T AT 9 27 B S8 UE S5 78 T
Bl KA Ak RS T T8 > ApoB 7K P-4 T IR 2 B2 i 4 - F [ 2 Clow
density lipoprotein-cholesterol, LDL-C) . /& %% & JIg & - JH [# fi
(high density lipoprotein-cholesterol, HDL-C) % JX & 51 il +&
br. I, B FHERE T 3T ApoB. & JIH [ i (total cholester-
ol, TC) il = M H i (triacylglycerol, TG) i 57 5 % i 2 1 Ifl iE
M43 2877 15, e ST A 30 0 A [m) g A 1 LA 1149 3 Jok B8 £ XL
114328 G R IR YT /ALK B8 T .

1 ApoB 53 kiR EEREWL

ApoB J2 Il 3% Jig 25 [H B 8 H BT 4y, E 2 A T AR AR
[ (intermediate density lipoprotein, IDL) {k % B JI§ &5 1 (low
density lipoprotein. LDL) & #|, B i ki ( chylomicra. CM) H,
VLDL,IDL FI LDL 2 5 % i) 2 3l ik ot #0846 [ 7, 52 3l b
A kL o I [ gy E R R . o LDL 2 i 3¢ 8 H i 2 1Y
ApoB, TE B Wk i1k ik #E EZAE T . s IkEEAL 5 1t ApoB
W 2 ROORE KNI AT 56 2R L 5 ROBORE I 25 F1 A LG . /N UKL I 2
A S TEsh Ik A BEGTAR . RIB0RL LDL 437~ v i JIEL o] 5t % o
& F/NBURL LDL 43 5 i i LDL-C 7K F 38 B i s 2
We LDL R 8 H . i TFREAREQBETESE 147
ApoB, B il 1 1l 5 - ApoB ik B RE A A Wk H B gl ik il 1

Sl DCRE Ak B B BN iR DA . ApoD JIH [ i B T 5
Jik P9 R R R A 2R B Ikooks B B AR 1 56 B R 4R 36 Y, Tabas %0
L4 th, FR LRI B 19 ApoB X 2y Ik P B 5 Az Dy i 1 5493 . O 7E
BBk R T UE BT . T 40 A I A A e B At 48 i 4 il —
TEIF AL HRAL R A R A I . WA R A 1 TR 28 B AL B T AR L ot
T RN kR B S R HE SRR 99 A8 T 6L 7 I A IR AR I [
45 5 R RS M T s T . T T LA MRS AT L8 A O
Az i I T A S5 D JB R 23 7 M A PN I SRR R A . R R
HER LYY BT ] R A R, S B AR Y 5 R — R
M. Shhksk AL & £ 6 3 I R & ApoB SR T 3))
Jhik BE o
2 ApoBREREEAMNEMNERLKE
2.1 R ZE A E K 2 BB R % (type 2 diabetes mellitus,
T2DM) &G AR 2 BB PR & % 5 JF 2 R 2 A g i
B SR 3 26 R R AR R [ RR B 1 BB R AT, R R
BF L M I 3 B s K i S IR T R A I B D B A R
VLDL, [6 6}, BH & B G %% % 5 H (cholesteryl aster transfer
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protein, CETP) il i Jg llj B Chepatic lipase, HL) 3§ ¥} &1 , 6
HIME T & TG W& A5 LDL 1 HDL Z [ TG F1/JH [&
P T 19 28 45 7 BAIT Wi 0 16 7K 6 % B /DN i 45 DL F /) T %% 1Y
HDL. #tAh . 5 & 28 HEHT 08 JH- 40 s ApoC I & L i, ApoC Il
AE 10 i i 25 11 g By B8 (lipoprotein lipase, LPL) & 4 . 9F 1M 410 i
LPL %} VLDL 1 CM / TG By g f#% . VLDL il CM 7& Il 7§
P e 3 BR M . HDL & BURUREAS &2 HDL KF T R, L,
X A8 I SR R A BRI TG B LDL-C KFIE
H SR EE T LDL 0K 4 /) i 8% HDL-C K P F R, A
Al & # LDL.VLDL ) & & fURUR 0 A A R, ApoB /K F- 1]
B AR o A AR A A DG HRGE TE S — 25T
2.2 FEMIR A RSN M AE (familial combined hyperlipi-
demia, FCH) R # WA BA 8t 7% 00 1m 19 1 i 1085 25 0L, &2
KA RN AR 0 58 fe 8 1 R A, TG S IH [ B K Pt 2
ZHEAL H I ApoB100 /K- 2 JI & K/l % LDL 4 i 2
FCH AIAl g % B & B0 S | AR 4ED . ApoB & it £ 5 5
VLDL & a3 el gef& FCH i FZ LA MILH Z — . A R
KA ApoB i £ 7 A= 5 41 Y 9 ApoB 8 35 BIL il B % A 06
2.3 0 & N [ EE O GE (familial hypercholesterolemia, FH)

Y R M g A M, L T R AR R R M TR Y e
9 o R AEA R LDL Z ARk R R 4% . fili LDL 32 4§ fn ok 45
FDIRE S0 . 5 B LDL ¥ B B 5%, [8) B BIE 23 7 A= 3 2 10 &
ApoB100 W I E ™ . 2% ApoB /KFETHE .
2.4 FENE APO 100 fit = 4F (familial defective ApoB 100,
FDB) FDB f&H F ApoBl100 5 3500 fii % 4 F f CGC ¥ 2%
1 CAG. 558 ApoB & 3500 v & FE R 1 Arg &4 Gln, JLFf 5
AR AR S8 ApoB, LDL i BR 32 0, il 3¢ i LDL-C % & 39 i .
5 G0 14 v JIEL [ 0L G LA, FDB AR I TC K- f LDL-C
KOV AR B ARATY A A= - 0 3l KR A 1 XU
2.5 H YA R RO AL AY = E B IfL SE Cautosomal recessive
%5 FH I K2R BLAR 21, (5
PLH Qe o ik kit (L oy A8k . i T E T aE i Jh I e A2,
B LDL 5244 P Ak s5# [ ELJC 1% P59 55 F1) T LDL (19 [ £ 32 5 1]
A WAV DT MG 1, % L [0 2 7K P38 5 L ApoB e FIE KPR
2.6 & o I8E A I %E Chypoalphalipoproteinemia) % i i /&
AEH 1 A 5 0 1 — 28 8 4 1 I E L HDL K& ApoAl 7K
XIREAR . A BTREYLTE TG K P IEW M F BRI « B5E A
ML AE 8 T ApoB /KW R 3 .

BEAN L HoAth 22 Rl B2 G FE G L B R AR T R A L UE

i IS R ST v B B R 2 5 i DR 3R Cn bl B R R
RO WA G IF ApoB 7K -3 = 1) fig 2 1 ILAE
3 ApoB 1E A 3h Bk B 4 KUBE T 45 4% B9 37 1T 9% S IE R

hypercholesterolemia, ARH)
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DU 1L 2% ApoB 7K - R S5 A &4 Sz i 2 2y Jhk A Ak 0k B

B, WA T R E . ApoB W A TR AE L PR I T AR AL AR

25 WG I IR AREAR 5 T MERR I LDL-C K B BB 2 H
FE O RAS 3 rposfE LS. H R 66 IR 3K 45 19 LDL-C /K- J2
R Friedewald AR HHE AR . % AKA PR A R R A
FOR A ME M AE A B FEAS O AR & A CM ORL, TG ik
EARSH/NTF4.52 mmol/L, & I8 TG I fiE 1 /& & 3 545
i) LDL-C Fb 52 bR AR A

Ak, B A R FE IR ApoB 7 50 .o i 8 92 955 XL B
B BH & 48 F LDL-C fil HDL-C''®) | Walldius %57 % 175 553
B R #HEATATAEE AR S5 R B R EEZ WK /-,
ApoB {1 I 3 X 150 75 A 38 F LDL-C. McQueen &1 % 4
Bk 52 ANE KW 2 T7 26 55 3 T R 00 AR oE Ak % B xT BRI o 48
it ApoB/apoAl FEA [F] ¥ 31| 42 % 19 224> R i 8 H A B =i i A
A R fG B8 BE (population attributable risks, PAR) , X S8 5 &
TEHT 7S B KB 43 04 Fh i CHE 7 ApoB 1 S PF A 0 il
RV (4 48 7 24 4 F LDL-C. HDL-C % & %, 4 WF 58 Wik N
LDL-C {y B {6 % T ApoB. W58 & X 5 790 f] 40 ~60
& Z BTG O I8 R 0 1 55 1k R AT RIS PEBIE 5 X 10 4E R 2
A A 2 R A O URE BE 19 76 B BE 16 AT 43 A, 45 2R R LDL-C 2
T O WLAR B8 1 56 A8 5 o

WA A H R A 8 HDL-C 10500 1 8 XU RS 1 4 1 25 [
ApoB, Kastelein 25§ 38 X 568 .0 5 B & Bl BL 25 T 0 77 2 I
WL R A TT 22503897 R LA MIT R YR T IR
HDL-C 7K - [f] ApoB 7K - —F 5.0 ifiL B 5 14 2 VI AR G .

4 BEF ApoBKEHREREEAMNEMNS X

2 H 1 1 Ag 5% 2 Wi B TC. TG, LDL-C 1 HDL-C %
fabm  Hov LDL-C Sz 40 18 3l kool A B8 4k XU 1) £ ZAR &K . H
LDL-C 1 I 2 I A 1 FLH K S 9 A8 g 4 #50= it LDL 5k
M2/, ApoB RE S Wt 2 T B 3l ik ot #F 8 4L Jig &5 B (B 3%
LDL,VLDL #1 IDL) i i .t 68 S e i 26 B OB iy B . o
I sde Graaf 04 T IR (AMUAE A9 1 Rl B KO IE KT
B:LL ApoB TG J& TC /K-y 3 fith » & 55 B ) b 55 7R [+] 1f i
S H B R BRI R I 6 S TR 1 3h kR £k XU 54T 48001

B 528 B SEARAE ApoB K40 ApoB K -3 | (=
1.2 g/1) 5 ApoB K- IiF # (<<1. 2 g/ ik 3, 55 ApoB KF
1EH I 3 M E, ApoB K - 388 5 3 3 ik B 1k (9 XU (2 3 4
B BT TG B 1.5 mmol/L 2 5, 6 5 K 2 43 Wil 43
H 22, X T ApoB KEIE# (1.2 ¢/ TG KEHE (=
1. 5mmol/L) A I§ £ FI Il 4 FF #2 48 TG/ApoB, TC/ApoB K&
ApoB Ifil 3% e BE I — 24325, M TG/ApoB=10 1 ApoB<C
0.75 g/L it &/ M iy CM 4 £ 1 24 TG/ApoB=10,
ApoB=0.75 g/L.#7% VLDL 5§ CM ## £, 4 TG/ApoB<
10 i}, LA TC/ApoB [# {8 7 4> 2%, TC/ApoB<C6. 2 i}, VLDL
W%, Rz VLDL i CM ki £ .

I R b L Begli L TC il TG 2K EBA — 0 mEM. I TG
KV E AR A&l T CM i £ 0 & CM 5 VLDL #34
% . VLDL B4 Bk i B3 Wk . KEE S TG e
B E WL 5 RN R TG IRE B9 K AR A 78 5 Hig 1 E H
HAH R T A B sh kR Ak i RV S5 B . BT 4 2K iR
DNy 5 Sy T B X5 45 256 5 R AR T IMLRE 1 03l Dk RE Ak R
B 432877 b S CRE Ak XU BT S 1 R IR AR L

i 2% ApoB /K34 B 5 .

ApoB 7K 28 43 2807 1 1 B A AR W AR % 0 2 A B4
AT ApoB K4 M 2 ik B Ak KU . R4 ApoB J& X 45
B o RN K I 35 T 224K 5 TG TG/ ApoB, TC/ApoB A fig
R #iZ W . (A F 2 T ApoB, TG.HDL-C J ApoAl Z
B ) AR OC RAR L E % R EEH 43 2P I A HDL 8 4 1§ T
HE—E W5 . AR g 2R F I AE B0 8h kB Ak i XU 2 B O
ARAHE] 5 BEIRT7 WRE BE o AR R B 40 28 O T I 2 R i
ApoB 7K 3k 2 HLA AN [ 7 32 3l koA Ak XU RS 19 1 2 0 i e
4y ANUEZE AT RE FRAT BE N 38 24 L SR YT

ApoB 5 ¥ I8 B A I AE R R 4k & F H b g .
T2DM AR W25 A5 AE 55 5 {EAH [R] 6995 40 T2DM 76 A [8] (1% 4> 14 m]
DAL B [R] 14 i g S5 8 2R A, BR BE SR B ApoB 7K - 38 5 W
R, AT R BN ApoB K- IEH WAL, B L A IR [l g 5
1AW PR HR 3t B S TR 1) B3l Bk R Ak XU
5 &% B

ApoB K- 55 2l Jik o8 B 5 A AF G L S T I 4 XU 0 R AT
HehR. 2T ApoB.TC 1 TG Y432 J5 4 A I Wi il B 5 % J2 15
B 2y R A XU S 11 R 32 9 4 L 5 o o 0 A A e R
RAFH NE Y A IETT .
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45 B M 98 (colorectal carcinoma, CRC) 2141k & 4 &5 W WL

4 P P R 2 — B v I A 3 AR AR R R ST B s L CRC
R EUIR LA, R, 6 CRC & A& M LG L K

WS Wibr B 5T 2 B CRC IR E A . B E &
75 Wl B AT 2 B (C. elegans) R I T 55 1 A B 98 42 I8 iR /5 19
KB MM RNA (microRNA, miRNA) (lin-4) DAk, 5 A%
i AE & miRNA FIRIF TS A 4% B 4 H o 515 X 5L R RB MR T
FEAIR . miRNAJE 1 K B2 22 A0 R 09 Ak 4 65 10 4
JNAYF RNA,L X /N4 F RNA S 5o 5 35 35 R 32 0k . 76 40 i 3
BT AR RE (A e RS AR R R I AR O
BT 25 5 M i e A R SR
1 miRNA £ R HERNE
£ RNA R 4A 0 1 s I a9 7E AT . BB 20 DNA B384 X
o 4k &% %EE%}JQ)E miRNA 43 F (primary miRNA, pri-miRNA) ,
pri-miRNA # — 5 8 &% 72 A V) B 1l -Drosha K H % B B -+
DGCRS 5§ Y13 I T 229 70 M TR IF BA XA 4501
A& miRNA(pre-miRNA), premiRNA 4 %y & 1 5 (expor-
tin-5) M\ 20 I % 12 i 2= 40 M0 B F L 7E Dicer B RIA/E T . pre-
miRNA [ 25 R G544 B 97 D) A miRNA BURE A . 9K J5 BUE 14
o fige A B 10 I miRNAL 25 5 2] RNA SR E & &
(RNA-induced silencing complex, RISC) & #£4= ¥ ge. H Al
AN miRNA F20E 3 BLT 2 07 18 89 B A 5 e 5t s 2
T mRNA B S A B R . B ok B R R 4R O =X ROk
F miRNA FI¥l mRNA B AMECXT AR . e siiif 8 & h
FMECAS B 2 mRNA 871, B S RNA B X FpL il 2 0T
s A58 2 5 4N S X iF miRNA Bt 42 i 5o 45 5 vk 3 B 3
mRNA 1 3'-JE % X (3'-untranslated region,3-UTR), 3 5
Z 854G T #E mRNA B #3E. X FLf £ T s,
IESE H TR AR SE 4 B A AT B, 1 4 miRNA W] DLA £ A4
EM#E A . 2T miRNA X mRNA § 3% 90 ) 4 F AL 1) 2L

TE B B 58 09 — AR BF 5 2 AT 40 000 400 ) mT E Jhe A AE TR
P14 7 F T AEE e Y B

CHERARIRAD : A

XEHS:1673-4130(2011)03-0355-03

2 Z£EBEHERXH miRNA

AKIEFEA P KLAF 1 000 4 miRNA, X miRNA [

ik B B ) % 23 )R e . miRNA BE AT 8 J2 80 5 R AT 6

A 5 E R A SV R M S RIE T IR R S M
JiE L L ek B RN BB S . miRNA FE K [ 3% 2 ok U8 &
N[5 37 38 30 1 PR v LA AR ) e R A L 3 P Bk PR 12
WidH4E T 1 48 B . AR R B, miRNA 3535 5 57 A (U]
LA 2 e Jl 988 11 28 3K TR T EL 3 8 52 e i 988 149 3 A oI 2 L 3 it
CATHI R WA 3 46 5E T DL R ) R 43 b g W AL 5 R Y
mRNA K35 35 A L . miRNA 3235535 7T i 2 %) 43 i ygg 37 74 5
RGBT . B 2R TP A AE miRNA KK 55 . 1M
LA SRR TE bR B 0 I B P AE AE miRNA £ 3k

BHOSHTS . L1 35 miRNA 465 VAT I 4B 3
WA P €. E 4K Ik B ST BLA £ A miRNA

5 CRC W& k. K@Ukﬁl@ﬁ}ﬁﬁﬂﬁﬁﬁ%ﬁ Iy RIL D
T 5 JRURE L DR A AR (0 (R 0E CRC 1 &R s 59 — i AR 3 1k 47 T
MR R AL Wi CRC B K.

2.1 R¥EFEIEIEFINEGE M miRNA  (1)miR-92. miR-92a
miR-20:miR-92 . miR-92a il miR-20 ¥ & miR-17-92 F i i) i
B miR-17-92 ZEHE I 58 A T N Y 4k 13931 19 2 I F
miRNA, 4 50 2 ) miRNA, miR-17-92 5 % H A4 {2 oF 40
JIE 06 L 400 ) 00 N OB T T A5 5 S R 1 A I m s HC AR 1
fEf. miR-92 78 CRC & ME T BFA M, FAFWUET
P . miR-92a 75 CRC.Jili 4 T 20 Mt Ji . B 20 0 it L0 L R
Ji g O L0 L R B W v 2 B R AR A . A T IR E IR
miR-92a {945 M & CRC 2 Wi 1 AR FhrE, HA
89 6 B RBUIEAN 7000 B HF S Pk WSS K B miR-17-92 F K
1 TR A2 52 (microsatellite stability, MSS) F & 45 &R 4 0 &
ANFRE A [ 5 B3 AiE A0 R 9T 20 CRC H i R 3k AN W), 78
MSS CRC w8 58 F 98 , DT AT 5 A6 X 4 MSS F i 45 2 il T
BEATEE CRCHLH ., (2)miR-18a:miR-18a /& miR-17-92 &
AL G TE AR AR g AL T 1331, 3, 56T miR-18a %Y



