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T {2 i HDL, #28 p A HDL, o 5 J5, 38 i fa 9% B0 e R A0
B R LUK ORI, TG R R AR NI A B A LA AT B-HDL Hh,
BRI BB AR A M WAETE. BHENERE A M 2 A
B ET B-HDL (1 — ANk sr, BiZE A £ Z 550 BHDL &
BRI — AN BRI . TR B2 T He I JIE ] e AT L A 2 o R ¢
B, HEBE O M SRJ HDL % 5 B k40 A, FE AR & B o0 3
FILIEH T FEIL 50% o 11 HiE R ILAEL siRNA HR AL 2
BRI, LT R L C] FR IS A E [ B IR . X R T
JEEE A M 14 HDL (1) — AN Bk 7, A AR # 5T B-HDL 1)
TE R, T H 48 1t 22 5 A0 ] B A
3.2 HEZEBAM SRERKM

RAEFE As TE R — D EZEHLH], 55 As AR HIEA T
T2 o DR, AR BB 1L As 3% 9 8 RE RSB A M R B
As K —DMEEFB RN, ABEREA M ERKE M
T 6 SHREMMN MHC @IX, 1% X 177 2 3 B B 50 A %
PRAE R IAR DG, B e B M £ N 5 I8 PR 28 7 a( tumor
necrosis factor-a, TNF-a) 1 I8 SR FE I F B( tumor necrosis factor
B, TNF-B) 33X i F 6 i [H 1 B0 6 IR ) A e e o Rt 49
WA FAEN, BARE A M R AT #2258 A G5 208 SO [
WE. SR, BT 7 RN, IR SR B M AE B kR R RE AL
R T I PR AORE A (PR BRELR) @ A B L AR R A
MIBAR . Xu SRR T IE W RS R RAE R 2

PR B AR I B IS B 1 M mRNA A K, 5 R E I, J5W
2 K R B B P9 2 15 R 1 M mRNA 38 34 /K F 48 IE W R Y
B R, 24 B 2 R 2 v N T 2 R B R A
JG, X BN R IR A O M R EEKCP R B RRURE
I M mRNA RIAKPERTRET = FRE, /£ th &2 I
THIREAM 5 EMXM IEMAEKR, Xa S R0 T
51 4 4 PE( BT 4 52 R B AT 2 BB SRR 41, H A4 ) 1L
FEMEAOM 5EEKF, EREAKFEEAM 5EHEE
FIEMR. LRBAALT R, BRI As 1 RGER
SHFRAHIREAM WRIESE M. 2R, B G 744 s
I R HIER B — A SR AR I SR 4 0 DL AR BT &
M RF B E AR HepG2 4. 45 R KM, L&
T H9 HepG2 A ER AR 28 19 M mRNA R IE KT 356 A [H
FERE TR, L3 3 A I R 30 i) 4 ) 2 ) B b . R
FAT 3K ot B P Bl A/ S 85 AR [ T 7 A PR AR [ 98 35 2R R3O,
BREAM SR ELARERTZRNXREEEM, I
Ah,Xu N E MR, RERBEAM ERERNFH LS
TINF-a B8 e, (HER WM RIL FIH, e MAEE £
KA A A4 530 TNF-a. A4 i/ 2 1a( interleukirr 1a,
11~ 1o AT /N 43 38035 D5 T ( platelet activating factor, PAF) 3 {8
HepG2, 45 5 % B TNF-o A I1- la S A BESZ AR IE R A M (1
IKF G Wh, AR, PAF BETT LR G B M mRNA (IR IA &
AR A b, HAZ RS RE 45 O ok B 02 (—F PAF 54T
7) B BT, {5 PAF X H BB EEAOREHEEEA Aiv.B
E MRS . R R, PAF K 75 3050 At 0% 3% B 0 15 )
T4 LR IeE O M, (2 HRIA M. BILE K,
WAEEAM Rl i@t A e MIERRRES 5Kk R M4
P SS9 KB o

TSR AL, BIREAM &2 R RIS EA,
RECH BRI ZE AL As 1 — My 7>, B
O UEE R 1% E AR AT e 2 5 1 N S RE R AL, HIH
BIEHE LT IEAREE S e BAEE A M £ As B+
PHE M R, R EE— SRR (AR ER,
WAEMEE O M BT As BIVLHR Se AR I RAEIX KW .
3.3 HEEBAM S5HERE

BRI 5 9F % As MR BOR™ . R H BT M AN E
FEBR G AR 1 M S Ao B L ) SR 42 BEL 1L DR O 1 R, 1H
WA TR E R, MEBAREAM KT 55 RH AR S
BAA 5. Richter 251 W 5% 31, 7 % i 1) BE PR 73 ( maturity
onset diabetes of the young 3, MODY3) B # M3 FHAGH A M /K
PROER NBEW S T . LR AR T %38 B 58 P [ HNF-
Lo AELEFE R A%, T HNF- Lo 18 1a X2 g # s A M 2
B — SRR WO R T o (ESh P g — 2D R I,
B/ HNF- Lo &, AR S R EEEA M K54
IR 8 A4 ), [ B 3 R/ R s KT BB T . ik
FW], MAKEARE A M KFIRAK S ANF la 25 K % 5 8 3
5%, A MODY3 &% 19— N EEHM A 7. Xu 25"t T
VU S e B PR K RS TR R R I E A M MK
SR mRNA %Kik G5B R, 528 B K AL B 1) 1 8 K RAH



320

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 4
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