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% MR (multiple sclerosis, MS) 2 —Fl 21 Jifd 5 728 Fi {4
WEsEt S Y, BRIP4 R 58 (CNS) |, LUBERE IR o &=
PEEN SR s B AE (1 B B S g2 PR 0 , 3R Iy 4 1 40
RAE R R B B IR , R 2 R G 7 A AR A
9, BLAT AN ZS (8] 0 22 & 0, I R4 2 k3% w3z,
SRR S R A 2 RGP F AR, BEIAE MS 1
SRR 5 AN, BN 5 8L SRR R S IR
FHRERA K, dEER DA E A MS S 550 1
JRIFRFAER P R , 5 15 AR 5T 2 (8] A7 E 4 35 AR EL AR
SR B IR RS MS Z IR — R I BT R
W, MS (1520 3 Ji2 15 2 NG 2 10 6 I T A gl =2 ) A — 2 1Y
KM . ARk MS LIS 36 R ABETE HE R LRI T

1 MS 5BE#:

T R 2 2 A K i A4, A R A 7 P AR
i1 22 25 G R P 2 200 I 14 T B 20 5 v A 5 AR AR T
T 6 P T 5 T 0 0 T2 3 RO AZ 8 G TS T LI i e
SR A LE R R

LIFCIEN] 75 MS 83 ch I sfa 25 % A 5L, 76 MS
460750 H 2 L3 v 24S-35 I 8 (24 OHC) B 27-3 3 IR
P2 (270HC) 7K -4 A, FLIML Y 240HC 7K 1 AR 5 g 3R
(MRI) |- 5 25 45 2 B2 i % L 51~ . Narayanaswamy %50 5
Ao YRR €233 5 A i 1k () A5 R T 220 0k 11 T IEH A
MS 58 B HAb A 28 22 55 B0 5 35 1 AL 5% o A3 [ e L
Jo 25 HEMEE R D3 K, K B il B TR LA 1L, MS (3
2352 42 BBV PR T4 7 oo Y SR T 27 OHC K451
R T H R [ WA 207 A5 B TR 7 L [ e o 2038 47
PG B VR, 9745 AT BRAE R S e MS M 2R 47
A R B A5 B TR T

Giubilei 257" %f 80 f4i] MS | 1i2 8 HE4T MWL AR UG 22
T 7 HEAT S i MR 10075 46 25 o 28 VT, 25 5 R BRZE MS B
35 MRL 5P P78 368 5 b 5 5 105 v 3B 12 ( TC) A
5% B g 2 14 (LDL) S 9 /K 5 22 i) A7 3 35 S 16, S 149 45 36
— ARk 2 A IE [ S 0 4. 4 mg/ml, Weinstock-Gutt-
man %5 S HFSEIR & B, 7E MS FU1, Big K P TC K SF- 978
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Mandoj %5 HEAT 10— 5B 7 T AT SR WA T 16 4k S
iR MS(SPMS) f83 .58 il 2% fif: 714 (REM) .26 #l5E k&
RU(REL) 35, & 1M 3 o TC., &5 % ¥ Mg 2 11 IR [E B ( HDL-
C) \LDL-C TG FfE 2 17K -, & BLAE SPMS B35 v i /K F- 11
TC WL W, HEEE TC Z A4 B35 IEHCMOE R, 451 2 FE
IS BT B R A 28 A0 P ML 2 5 S g I ] o B A OG, 3
AAEAEE MS fYEJE . Kardys 261 % 136 4] MS i % (Hrh
45% Bt A2 ) AT T 6 A ZEAT G2 AR T W72 8,
[ B ASE I 1fiL v HDL-C \LDL-C 1 TC 7K -, &5 5 & #1124 LDL-C
>100 mg/ml A 4 o0 S 1 25 2F 24 J2 ( RNFL) [ B2 5 i, HL AL
B K AL (PRVEP) YR %5 , 24 HDL-C >60 mg/ml H
TC >200 mg/ml if475% RNFL JE £ IRAc v , 457 e JIE [ B K
XA A0 28 46 1 MS BB ) RNFL JR B 77 A 8 1 52 i
Weinstock-Guttman 25" HEF7 1 —TRFST G0 A T 492 fi] MS &
G AR O (47.1 £10.8) & R HE R (12,8 £ 10. 1) 4F, X fi 5
BF AT — R IR R sk IR i 3% (EDSS) 343 (EDSS 143
& HETPE MS DIREREAT 9 S AniE) , & (2.2 £1.0) 4 J5 FRR
17 EDSS P14, [ Bl 2 1M 375 g Bl O, 25 58 & B TC /KP4
# EDSS WEarEe 22  H /R K SF- 9 TC 5 MS B ™ 5 (1 5% 2 AH
Koo Tettey 251 PEAT i — 19 {7 A 1 BA B AT 53 9 26 W, 85 7K °F-
() TC 555241 EDSS PEAM ST MG o 487 fo I [ Bk 7 %o T
MS g3 7= A R FISE IR, 550 B it itk e Al G

1R SRR X L T I T i A e ) s A 4 1)
LA BT X MS R HLELAORIFST , 5L S A7 SRR N PR 1
JEE AR B T 6 AR o

2 MS EHEER

2.1 MS 5#5% 4G A-I( ApoA-1) £ 2 [ B 09 3h & -F 4 A2
EFZAER  ApoA-1 fE N % NS M (HDL) [ — %
5%, & WM 32 HDL, JffB i ¥ HDL 94t & 4k 15 3t & AF
RN o ApoA-T AR AS 5512 B 1194 BN 23 0 TC R I, (5L AT LA
HARR s B L SO IG 53 0 1, I HLI S v 4 i
Sk ApoE" o AEVEZ S BE VS G T, IS ApoA-T BiIA K 2
— GRS A G T 4 B A 4 A e P T e
o HETFE MS B M5 T ApoA-T /K- 19254k i AN it 48, 56
T ApoA-T FyFHHT LA S HAE MS Hp (94 FH 3 A Bk 5 22 g
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BRI, ApoA-T 78558 J WX 4 28 2 G v 359 e 2 AR 1) £
PERN S SR ApoA-T I ANLENG A3 B , T2 125 3o 10 J 5 i
TERK P72 R4 A AR FH AR 2 A4 M T o AT ARIESE ApoA-T
KPR REL S FEMS, (HA WY LB, 7 MS B3 Rk HAb B
By e I Y HR I3 P ApoA-1 KR B
R HERER MS [ 19 ApoA-T KB A ) MS fi % k7 3
1%, 3 B ApoA-T /K F-BE 25 50 1) BEFE T REAR S o X T3E J2 251
B R IE I ApoA-T K24 B TR 2 RS IIfE.
Lewis 217 fE 5 FIATEMREEE 1 B AR 1 (APP) (L E X 1
(PS1) FLA ApoA-T [ 278 HIF 2 ity = o 5 /N B b A 1
— IR K W], ApoA-T {1 i 234 AT LABHL 11 15 4F i 4 S g 2 >
FCAZ I REAR G % R , h A ] T ApoA-T 16 A b 22 22 55
P ZRATHERE TH A EE M . ApoA-T JKF i 1 B B 6 F T4
% B (interferon-beta, INF-B ) 17 FU AL HU4F, 1h 1 ApoA-T %
P A A INF-B I Y7 (I AR &4 o 3% T AE 2l T HDL 7k
SN B B A% . A AIAH ApoA-1 1E MS i3
AT e R TG T 2 — 1 IA I DI RE R A5 15 ApoA-T 25(3;
SEPR R HSE , S AMA KIS RE Y 2 BL 5 ApoA-1-75G/A J5 3
THIZAMERSE" . Chataway 251 BT & W, 0 a7 7T
MS H 2 I3 HDL A1 ApoA-T /K F-Fh i85 , ff REL 15 it 7K - [ A %
IS 4R . R AT AT AT Bk apoA-1 7= 2 A DR 25 #0187 2% e
T MS BIRYT , Ban s Ak 4 it 14 58 4 % 16 37 14 ( PPAR) 8%
Bl — 2T LAY ApoA-I Al HDL & iy 24t

2.2 MS 5#H5% G E(ApoE)  7F 6 B FEAEAEE(A,
B,C,D,E FlH) th, H AT 7R 2 A 92 h BF 58 )32 1k 2
ApoE, ApoE 3% fy B BB i 4 M = A=, & — P E 2 8 40T
HESREAMBERFEEH, FEAETHEBEEREA
(VLDL) FLBE 0k (CM) K CM 5% K& Fn 2 HDL W 5,
VLDL (A1 LDL S Ak 56 8 A S Be iR . ApoE L3 id 457
FE T 2 S SEL TR 28 ) 5 4 i A R FE 43 A1 R T L2 0 A g,
[l ApoE ELAT Gyl 3 v >0, U0 45 7 vk 20 i o i L4
JNEFVEALISE L, LA 4K L 200 34 5 5

CABTT B, ApoE 5 MS FEAE JILTE J1 (MG) %5 % Fh
ZAPEVESRGAE X P T ONS o HLBEA A ApoE —FhaR,
fefEm, I HIEik A 5 A IR [ B, 2425058 58 ApoE A 30k
325 ML DG 2 i A A B S T 6 5 O I O
L 5% P R 46 T W26 11 1 ApoE 77 FR i 2 22 85 AR 22 )
RS 4, T LA 5 B2 A 458 5 000 5380 T ApoEE 78 il P #5140
I ApoE 7E MS fE 5 CNS fh g4 0 M= A S8 3 v i 2
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ApoE JEFE LT 19 Sy fafh I, 4% HAT 299 LR K
FERBEER 1, 4> T4 34 kDa, ZEARRACHF ApoE A LA E
A E2 E3 E4,EATH T 112 5 158 S mi L —4 5%
AN LR S () T S B 4 B S R R ), 75 A8 AR v
ApoEe3 ZEi F I 5 T 79% , ApoEed S Fe M 5 T 13.3%
ApoEe2 S5 LR 5 T 7.3% . 75 S #E K MS( PPMS)
BB RN ApoEe2 SR BT b L gl AR # &, e R &
ZZfi 7 MS(RRMS) f 4 rf ApoEe2 S5 fr SN %3k

I RBFSE 0 Apold 55 5 /K (9 IfiL 3% TC 1 LDL 4%,

W ApoE3 Fl ApoE2* X J& i1 F ApoF4 S5 45 & F
LDL, Tfii ApoE3 F1 ApoE2 {f:5¢4%54F HDL' | LDL H. HDL 7
I3 P ERAR AR, 2 ApoE4 TE LT 1K P SEAR , 107 AR 7K
) ApoE4 T ApoE 78 4 A [ i 5 4t 8 L 25 vp () PR 470 4
HIP . S35h, ApoE L2505 ¥ 200k K R B B IMIE, 18
VLDL f£4E 1 ApoE3 S48 {4 il fi% [F] A (2 a2 i 22 5T I 1 J o
3, ApoEd SRIIRIIAHE ™

R Z RTINS ApoE 5 MS #HG, IAH ApoE &7
HOMS BH NI RERLAT A FER R 7 H54F ApoEed JEIH
5 MS J s DRk kR LA RS 0 1 PR AR AT L m
ABAELE MS BB AR UL (HJ2 ApoE A5y 3k R 8 H v iy 4
HIMATERE , Julian 225 5158 % B ApoEe2 3k P 72 F AR |55 15
o B B AR, 1T o4 JERTG . B4 FEHEHEHE# MS
o B T, B2 DN 5 4 WG P 5 T 2% . Shi %55 BF 5%
R IR ApoEA 55 MS W\ A% 22 [a] G 058 1Y) SCHR , JUHLAE 22 3]
50427, 3 HOXROCEZEAE 2 A e . Pinholt 4207
B — % SCHRAIF ST & IR 43 9T #5IA R Apokd 5 MS (¥4
WA Lill 255 gg—T03LF 13 913 4~ MS ¥ & 15 831
AXHBLH TS 32 B0 &2 F o4 $495 MS 195 Bk, R
YEFT ApoE [AHICHIF Y A B AR B /K 2% 15 B (AD) (A4 4%
995 (PD) (MS 4522 B gt 22 25 PR 95 1 12 W L IXURS: DA L 152 577 F
BT RIEEE/EN Y . A BFFEIA N ApoEed 5 MS ()
R A I fil 40 K e T R G 56T Burwick
AT 22 TRBFSEUEAT meta S3HT KB, 2 B o4 LR T
MS FB 5 KU - TE 2, B E AT F ApoEe2 Jb e4 S5 3k
K5 MS 1A JRFE B ™ AR R B 6 FR i TCE 18, AT A
— 5T ApoE ZEfV LR 5 MS Z Rl FR .

3 MS 5 HDL

HDL 7R%RN al BEZEA, EEHTFAUNG &, B & & B
BT, OB R4, AT 29 75% , A-T1 45 20% . HDL %
15 U 7 30 AR L 5 40 A UE T 52 5 5 5 , 4327 200 i 7
JOEL 1P f B R XA L WA R R LA A W TR . S 4h, HDL
T A A0 LA G 34 AP AR AR L BRI R 4 4 I T
A Z-1B(IL-1B) AR IRFER - (TNF) g2 2E " o 76 MS /&
Fof HDL-C /K440, I FL7E 5 90 B9 AR [8) B B 1 ok 2 R
7, Fellows 2 %) % AL BB RS S 0H 5 1252 TR Z Bl-adA
I I HEAT I — T £ b B9 & B, 5 K F 19 HDL-C
ApoA-T 5K B 0 45 W 26 11 L 11 86 1L TgG B MR ¢, 1
1% HDL A58 3 2 U0 B e 483 5 5%, $7 HDL AT e 411 it
B 5 100 A% 5% A5 005 14 0 2 5 4845 . Weinstock-Guttman 25
W5 % 3, HDL 7K F- 55 EDSS 74365, fH2 HDL /K P45 5 %
X 43R MRI_F gkt R ARA /N, 325 87K HDL 2% 2k 44
AT U . Karmon 45 WS AR & B, 185 /K SF- 1 HDL 5%
FEEER T AL AR K S 5 45 HE 56, 53 41, ApoA-T 1% 42
PUAALHE S HDL A5E i Bk BT S AL AP 2 e R AR .
2 HDL 7E MS ] R 5 47V 1 , (R4 5 3 22 1 F 50 ok
— W HDL 5 MS Z[H K5,
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4 MS 5LDL

LDL J&:— iz 2 A0 [ Bk A Sb & 41 2040 i 49 A5 25 13 50
AL, ] B A Al A B AR5 B2 BB 25 1 (ox-LDL) , 24 LDL,
JuHJE ox-LDL 3 i, 25 5 5 | sh k4, LDL 5 g i i %
& AR B JR 5 AR5 58 IR T A DG . LDL 32 4k
BT R R R R A B o 1 Ay I R R )
A, LDL TTLASE A MS LT 4 S2 5T , S35 i i 5 B i 453455 o
FE MS RLBIBY B, B B a Ak RO | 16 Ak 1 B I A0 A R e B
24 g B HR ox-LDL 75 it 86 4 5 7 AR 2 B4R Y 1 MS
A, BEBER BEE H ox-LDL A9 H 31K 1fi 2% H ox-LDL ik
BG4 2R B MS 51828 11 A9 A AL BT AE G, IR R 1T B
IR 5 R, A MS IR EE 1A AR 5 A Ak R 1)
7 R P T 2 R AR AR

Palavra 28" 47 00— RS Wi T ESE 0 T 30 518 % #4
MS FFE, XL 66 A, F4 HE: S R4 i 20 4 DG e S A6 00 i 375
e BAG I, &5 00 & B 6 R AL A b, & & T MS H3E I ox-
LDL i {ii %k 91. 63 U/L, i W& 4 S 28. 95 U/L, &2 & Kl MS
L ox-LDL/LDL W%k 35. 38 U/L, i Xt BB 4 2 10. 0
U/L, 4275 MS i # Ifl 3% ox-LDL .ox-LDL/LDL ##/ji1, % EDSS 3T
435 ox-LDL Fll LDL-C #E47 I 43 #7 & # LDL & f, JLH: ox-
LDL 5 EDSS #F4r Z [MAF 758 W 3 IE MM R . Zhornitsky
LS HEAT 9 — T R G W T & BTG 2R o LDL-C /K F-
e, JEHIEHARH [ B (ApoB) Fl ox-LDL 7K - 1y 48 i 2
MS B HIIG PR & MRT 8L %% . Mandoj 45 HE4T i) — T4
W5 IR & BUAE MS J8 2 I Uk F 72 44 5 LDL-C Z g
BEIEHERS R, Giubilei 257 BFFCIR & BUAE MS 2% 51
MRI | S35 58 5 k50 5 1 3% LDL 347K 2 )4 3% 56
I, Weinstock-Guttman 25" B 57 % BE#¢ &5 19 LDL 7K 51§
ISP/ EDSS PR E . 53 MR BIFGE & B MS g8 350 1l B 5%
9 R IR BRI, LA 0 1) AT AT Iy Bt B0 1T A5 1 2 i Y 38
s KU, MS HR 2 B0ak I B0 Y % Ak 5 = K F % LDL A
52 $R LDL K948 4k, It H: ox-LDL /K SF- 1 A8k 15 MS
FJR R Bk G PR B MIRT 3 3L 22 W] 35 7748 SG 1K, ox-LDL s 1
T LA g s e R sh i s .

5 B B

M 2 (AT TS 2T, IG5 MS 22 [B) A5 36 A T 20 B 5%
R, MLIRAKF- 5 1 MS 19 500 B i 72 X2 I R U i
HHEMEH . AMBINEFUKT-5 MS {1978 7K -5 B 1
ARG . (HAARAT T S 2 M BIF TR B W R B AR 5 MS 2
)R SC 28 o LT Pt IR ] e i o IR ] T o0 2 ) A i ) ox-
LDL A3 B4 MS B i PRI 2 B bR 59 o 203 i 5 I o 7k
AR MS I R UG B U4 I A0 , TTTE MS 55 A5
fio T MS S PRKHR R R 8 LA JE I A A QS Dl AT B
MS HEHT IR HL AL, IF T LU R BLA 19SS T MS iR R A
7RI R
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