1054 ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 10,2017

Xk LRIA [XEHS] 1007-3949(2017)25-10-1054-07
I 3R AK % BE NG B L A & IR B EnlvgH o 1)
s A 368 S B A5 R 58 0k
KEE, XKF
(T HABEBRAMREEZEE RERFAPHFERARAPR, LT HKRET 116622)
[%@A] KEERES, SEAMEG; T4, BRREAT;, ChEAR

[ E] wPIKREFEEKEEG(LDL)F&FEME S (HDL) 215 K-S o F %% (CVD) M EZ A BT AR, —
B IS AR R R de FERE KB R | 5 R e & i gk R SR AR AL S AR A CVD W E TR B &, i % A7 eY AT
FLAE R X s % % 5 09 3¢ LDL A= HDL S48 55 £ 5+ %, 06 R & L X F LDL #» HDL %4k} %, f ¥ LDL A=
HDL % L4045 4F 4 CVD I6 RAEMIGAR SR T S 2R 5 %E, AL F AT 2R LDL f» HDL L4285 49 Is &k
B LB AR B 5T R vl kg
[HESES] Q5135 [ ZER#RIZED] A

Advances in clinical significance and detection research of plasma low density lipo-

protein and high density lipoprotein subunits

MI Chun-Fang, LIU Qing-Ping

(Key Laboratory of Carbohydrate and Lipid Metabolism Research of Liaoning Province & College of Life Science and Technol-
ogy, Dalian University, Dalian, Liaoning 116622, China)

[KEY WORDS ]
Cardiovascular disease
[ ABSTRACT]

indicators of clinical cardiovascular disease (CVD). Some disorders of lipid metabolism, such as obesity, diabetes melli-

Low density lipoprotein; High density lipoprotein; Subunit; Abnormal lipid metabolism;

Plasma low density lipoprotein ( LDL) and high density lipoprotein ( HDL) are important biochemical

tus, hypertension and hyperlipidemia, especially atherosclerosis, are risk factors for CVD. Many new studies have demon-
strated abnormalities of plasma LDL and HDL subunits in patients with these diseases, and their clinical significance is
greater than the overall abnormalities of LDL and HDL.  Abnormal subunits of plasma LDL and HDL have been extensively
studied and paid attention to as a clinical indicator of CVD. The purpose of this paper is to discuss the advances in clinical

significance and detection research of plasma LDL and HDL subunits.
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FPATRE | BRFFAR M3 LDLC Fl/88 4% = HDLC /K2
Hh T 51K CVD IR FORS A4 3 3R B — A~
PR D, XS D 1) 77 A T R — AN S S
XK.t As () HDL ki 2l — 21 5 W41 7 AL AR, AN
AR/ INFIEE FEAS ], 1T LA 27 i 43 AR B ) RE AN
[, PE b, {3 5 HDL 50k 4 45 i JE [ fi | mT
RETCHE 5E &7k HDL W4H 435 CVD HH A9 KUK .
IEAR, B As B9 LDL 0k IV REA N S5 e AT R IR
A 5, 1 HLA H S TR Ak KN 5 R RS A
ARG AR 5T 3 B, stk sl kB 7 i kst
5 /N4 LDL (small and dense LDL, SD-LDL) JH [#]
P URE I /D 3 AH DG . R, BE AR # 1L 2% LDL A1
HDL Ay 523 414348 CAD %5 CVD #E— 2 iy F
G T )1z 0, ok SeF 58 3 J 00 R i IR
CVD {1475 B 4G DU FIORG o B0 AR 36 7 15 K B 1) JEL 6
TRIT M

1 LDL REZAHS

REEREEAR

I LDL 2 il 5N 1M 15 B 2 1A 32 22 241 Bk
Ay FLEAR N 22 nm, 43 T2 K 2.5%106 Da, %5 K
1.019~1.063 kg/L., F1 JIH [& B0 (40% ~ 44% ) Ui &5
RE & B2 (9% ~ 10% ) Wi 05 (20% ~24% ) . H 3 = g
(3% ~5% ) FIZE 5 (21% ~26% ) 4 i, LDL Hy3%
P A% el v P T B I T R R R S = R 2 A,
SRR DI B L () B N B I [ A, 3
£ LDL RIANEWM 2R )ZMEABEHR B
(apolipoprotein B, ApoB) 43¥-, LDL 2 i 54U H
(7] Jit DS I 3z 326 3] 4 B A1 J8 20 2 4t i 2 i ik o IR
R S R N T E B o T P N i =l

1.1

# 1. LDL A%
Table 1. The subunits of LDL

ApoB100 FIAEZIE A% A Fc (4 45 44 9 S 40 L LDL 3%
PR R, LDL 44 4 i 5 Bl S Ak AUk I 2
FERE & H (oxidized low density lipoprotein , ox-LDL) ,
4 LDL L HE AL Y ox-LDL 74 Ifi 3% 4 39
SEFRRET, T A 04 0 B AR AE AR B KR b B
A o V0 P 200 43 A T 1 W A L S TR Ak, T
BRI E BUWBIARE As B JH 3l As SORE FIIM AR 1) &
KR, G LDL SRR« IR AR [ i
1.2 LDLIFZA%

HRHE LDL 07 (4 K/ INFI 9% BEAEAE B AN —
P TCLDL A4y . XA — R Z
“ZAHET A BT LARTIACH I LDL A77E 1 553 L
P, BIRFFARIE T 280400 53 LDL 41453 14 77
(8 ZHOR A B 5 M P UK 5 % 0 ol 0
(density gradient ultracentrifugation, DGUC) 2 #f J7
o BIE 2R 2% ~ 16% 5 SLEERE , 1 )5 # W Z51F
BAGE— N 45 R 22 ok . A28 %
Tofs P U I L, kAR A LD UKL B 4205 1M 3 LDL 43
J 2 AT L A R (AR IBURL 3, 32 06 0K LA =
25.5 nm) B B ( LL/NEURL N 3 32 i UKD EL AR <
25.5 nm), Griffin %38 &2 DGUC, ##5 LDL ifr %5
BEOR R 4 S 3 4N 4 43 LDLL (1. 020 ~
1.035 kg/L) . LDL2 (1. 035 ~ 1. 045 kg/L) . LDL3
(1.045~1.060 kg/L) ., Gardner % Jf] DGUC  ZE P4
JRE G 52 FEL K R 2 F1Z BT VA4 LDL e %% 18 R BURE K
INFR 2~ 15 DM G, BT IS EAS—,
SECT RS2, EE PR i3 LDL 43
FFE BRI LDL JI0RL (14 /N Tl 285 B2 AN 34—k | i
LDL BRI/ N ER P T B 25 0 3 o, AR & it b
i, ApoB100 2K 13 i, LDL 0R: A% /N | %5 FE 18 5
HRHEIBUR A/ LDL 0] 43 A FI B B (K 1),

5 H K% LDL(A ) /NI %% LDL(B %)

' LDLI1 LDL2 LDL3 LDL4 LDL5 LDL6 LDL7
W (ke/L) 1.019~1.023 1.023~1.028  1.028~1.034 1.034~1.041 1.041~1.044 1.044~1.051 1.051~1.06
HZ(A) 272~285 265~272 256~265 247 ~256 242 ~247 233~242 220~233
(%) 18 19 21 22 24 26 29

JIH [ B (% ) 43 45 45 46 44 42 40

T E R (%) 9 10 9 8 7 7 7
HIM=MHE(%) 7 4 3 3 3 5 6
Wilg (%) 22 23 22 21 21 19 18
Bg (%) 81 82 79 78 75 73 71

HARLL 2654 S 43 2 br i, 24 LDL ik K F
2654 BN KR LDL (large and buoyant LDL, L-

LDL), /T 265A Bf Fx Jg SD-LDL, #% #i Lipoprint
LDL Z3#1 R 4 ( Quantimetrix ) , % LDL 43>k 7 /~F.4H
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4313 .LDL1 4K LDL(large LDL,L-LDL) ,LDL2 Jyth
LDL ( intermediate LDL, I-LDL) , LDL3 ~ 7 A /N LDL
(small LDL,S-LDL), M 1 Fa] UL, fifi 5 2 11 S i
B | EIE S, LDL BURIAR /N B AR K,
P REIIFFEIESE SD-LDL BRGNS CVD fy XU 5
IEARSEN 14l LDL W.4140 1 LDL J0k: A% 2 BA
LS As JRE H WAL — D TSR s

2 HDL REITA4%5

2,1 SEEREAR

HDL 7E ML 4% A 1.063 ~ 1.210 kg/L, H %
H5~12 nm, FEEFEFNES K, 2 % B e R IR &
AN IMSE RS (1, #0442 B9 HDL 2R | i@ HDL
BEERAR B 2 DIERIRIUR ] 32, BRIk HDL 43
HPIE NE R % AL, R T AR

% 2. HDL LA %
Table 2. The subunits of HDL

P B K B H I = R R IE [ RS SN 2R A L8 0
R R RSN, BB R SRR A R
206 2 1 AR TR Ak %) IR R Bl B iR R A (2
R B T JOEL O O UL P R R A 5 ) | a2 A
L0 B i I I R S s R R S AR
Bl HDL 2 & A8 F & 43, & H B 43 A1 micro
RNAY H 8 (U4 E 5 LL ApoA T M, 5
HDL 252 1 P Y 60% ', AT 24 B R AF 5%
JER] HDLC 5 CAD | As S5 %59 1) & A AL % &2 f A
X HDL J2—MT As B I 3K N5 & 1, & CAD By £
FRF AR A E R,

2.2 HDL A%

I 2% HDL W& Z [0 73 #ik & . HDL & —Fh 55
FEPERG R, 3 T ORI /N R KR %% B
T PRI IR R 22 5, 12 AN R AR J5 ]
¥ HDL 43 AR R4 530 (% 2) .

WAN=WIR7N HDL 414>

R O HDL2(1.063~1.125 kg/L) HDL3(1.125~1.210 kg/L)

DGUC HDL2b(1.063~1.090 kg/L) HDL2a(1.090~1.120 kg/L)
HDL3a(1.120~1.150 kg/L) HDL3b( 1.150~1.180 kg/L) HDL3¢(1.180~1.210 kg/L)

B AR s FL K Aif B-HDL a-HDL

PGGE HDL2b(9.7~12 nm) HDI.2a(8.8~9.7 nm)
HDL3a(8.2~8.8 nm) HDL3b(7.8~8.2 nm) HDL3c¢(7.2~7.8 nm)

X ] 5 J2 L K Hilf B1-HDL Hil B2-HDL Fij B3-HDL
HDL2a HDL2b HDL3a HDL3b HDL3c

NMR L-HDL-P(9.4~ 14 nm) M-HDL-P(8.2~9.4 nm) S-HDL-P(7.3~8.2 nm)

S [ S RN HDLC(LPA 1) HDLC(LPA I /AT)
HDLC(LPAIV) HDLC(LPA [ /AIV)

Lipoprint %% L-HDL(1~3) M-HDL(4~7) S-HDL(8~10)

I i H A T A 7 kA i B 0 0k ARG IR IR
(nuclear magnetic resonance, NMR ) . JF 4% V£ 456 & ¢
JREHL DK LA Ko 2 1 5 TN M T T R P Uk A AR A
HDL % R/ NN ] , 32 R 3 0 1 FT LUKE HDL
IF PR ZE : BB i P T T 5 i B Y HDL2
(BEHEN 1.063~1.125 ke/L) FIABUIN 25811 & A
FEHM HDL3 (%R 1.125~1.21 kg/L) . ®HHY
BB O A 22 DGUC | TR DX 1500 1 22 3
OAF, H R R 2 1Y i SE DGUC, RITER L iy
YEFH ¥ HDL #9425 ROl 20 5343 B 2086 B W, TE
£ HIXAT B B A WAL 4y . R SR b
R AR 78 Ve 5 TS M Ik e B B 5E I ( polyacrylamide
gradient gel electrophoresis, PGGE ) XX [a] FLyK | f0 2 B

I FNBE 5 AT 43 B 2 7 1 0L [ 458 FL YK - e S8 B b
PRI I HDL WAL 4 AR S — ) Lk P
HDL 434 B-HDL Hl o-HDL W25 A1 FEL8 45 —
[a] B JICRE T B-HDL 43 24 Hif B1-HDL | {if B2-HDL #
Hi B3-HDL = # W 4 /3, a-HDL X 43 & HDIL2a,
HDL2b .HDL3a HDL3b } HDL3c 245, %02
Ty B ERARYE HDL J50kiH ApoA T A=k ITH 4
WA, NMR &5 —FAR 5 HDL 0k B AR K
ANHAT ARSI 7 % sk R AR HDL 2544 Hh (i B A |
JIEL [ P i 45 i o R 1455, AR HDL 434K HDL
(large HDL particle, L-HDL-P ) | #' HDL ( medium
HDL particle, M-HDL-P) /> HDL( small HDL parti-
cle,S-HDL-P) =25 R4 i HDL #5811 1Y
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AN[E,HDL XA L4y Jy 4 26 HDLC (LPA 1) (U f
ApoA 1) HDLC(LPA I/AT) (BEA ApoA I XA
ApoA 1) HDLC(LPAIV) ({f5 ApoAIV) il HDLC
(LPA 1 /AIV) (BEF ApoA I XA ApoAlV), L4k,
Fi¢ Lipoprint JE 8 115325 3 40 1) 4 M 58 V9 s 1ok e 4
BEIE HL VK A vk, nT LA HDL 043 i K Bk HDL
(large HDL, L-HDL) | /7 4§ i ki HDL ( intermediate
HDL,1-HDL) /N4 HDL( small HDL,S-HDL) =K
X, WA KRBT A TN 310 A
A3 T A SR HDL Uk 28 fL Ik 20 85 S5 4l HDLC
(AR B A 21

3 LDL #1 HDL A4 5&MIIX &

LDL V20 3 100G 1 43 2 6] i o A% 13 25 6L 95
DL K CVD (1 5355 S 165 R 28 R I PR 4 il B 32 17 25
FE T HEAE . LDL A 2 i a4 TR ZUE As 19/
% LDL(LDL3~7)""' | #Rifi ,LDL1 W20 53 HIBA A
AT LURYEDT As Ditig, ARG —I0 H ARG5S, /N 2%
LDLC ¥ B () A /NE) LDL k7 B A% AT 1)
TERY CAD HBE MO IMAT F O & AR &
EWFSEIEN , ZEAH R4 LDLC /K F-, LDL ik i 4~ 4
] 25 5206 CAD WY& JBh R EZMEM . Wik,
BATHE LDLC 7K AR[FMAEAR LDL Jki i) CAD i
B LA 7 T KBS 26 6 AN TR] . PEA% LDL S 4
431 LDL Uk AR C S — A ik As lRE A WA
Sy AIEEM DT

S R/KSEAY L3 HDLC Af e, HDL V.28 2343 A
SR ATRE EL R As B9 & A R & & HDL 41 4y
FRHE T 23 28 5 T B3R CAD & g BIL Sl 401 75300 43 7
CAD BHEMER 72 A F EEE X, HDL W45
HudE T4 As (9K HDL W40 4> L-HDL1 ~3  HA
4P PR 9 HDL W40 43 1-HDLA ~ 7 F1EL As /)
HDL 414 S-HDL8 ~ 10, R4 HDLC HIRFEILZE K
SR T Co 1l 4 1 e B A AR 2 — T (H R
AT A N ELRETRIN CAD fE R K 2 1) HDL .26 43
FRIE— BA SOE R A . FruaS A HDL it
B AR HDL A B R B0 — S
FER IR, K HDL W4 735 CAD 2 HAHE, 1/
HDL W41 537K 5 0 M58 F 440 0 kAR A B 19 1E
A2 Goliasch %512 fifi ] Lipoprint 14 & 7E 302
B (G245 102 .0 WUEEFE 225 1 200 (147 #% PR IT
LR REZH ) WA R B 9% LDL A1 HDL W7 2H
53, KK HDL W40 53 5 . 1Y) CAD S 67AH 5¢ i
t /N HDL WE2H 515 5L 1) CAD 2 IEAHSR

4 LDL #1 HDL i 28 43 7E Ilfa R #& i Fh B F 35
5NH

VAR K % B LDL #l HDL W.2H43 5 As #i1 CVD
(1R XU PR 2R 5 0 2 A OGPk o il 3% 1 28 1A DG 85 i
fitf A2 ( lipoprotein-associated phospholipase A2, Lp-
PLA2) & —Fh i 45 4 0 A1 As 3B A9 3 B8 48 S v il 57
EYIBRICY, — T AE CAD B3 ¥F Al Lp-PLA2 Fljg
V2 43 2 18] i A SR 98 45 2R 1R, Lp-PLA2
W 5 &> LDL W41 43 . HDL WE 41 43 LA Ko/
HDL 20 7 1) [ 1 e B A7 I 85 1EAH OGPk | [l i) 7
CAD 215 LDL ki B A2 MK HDL JIH [ Bk A 5
FOMEE, BAREWR LIS T RIEREYD
¥ 57N LDL JH [ B A0 LDL A4 502 1B A& | i
55F- ¥4 LDL Uk K /N ALK HDL JH & s 5 67 4
131 AN A8 LDL 40 53, SD-LDL (438 i 5
CVD FIRE R IEASE, FEAR R F A Py 1B 5 2%
I & ES LDLC KT A SC 1 I 8 3
L 2 3 5 2R R AR AR AN AR JBE () 385 i 55 SD-LDIL 7K
SR TR RIR LDL e BE R AR 2 AR 566 R Bg
MAE & — 22 1M AE A8 2R 11 208 2 11 B AH G g K 7
SRR, I R TR AN (=) H i = ER T
G| —FRFNM IR ZEEL, #E 1M 530 As A1 CAD,
FEAN R = IR IfLAE o LDL  HDL 4% 320 43 (1) 43
i E AT 22 v, TE B L 4R X T
CAD 5 B 78 | & i 5 LDL 20 43 | 4% 3
S5 SD-LDL Z M/ G &, A i 2 IR i I PR 53 4
W, AR B IS HDL W20 4 2 (A B OC R 1
MR iRE LR 3R 3 51 T4 0 — L
ShEL XSEFITAE R R TR A AR R R SD-
LDL R B3 IEA M 5 L-HDL W e 3
FAMOEE, ARYE LDL HDL V20 43 8 0 i A5 Ak ok
S VRITAH DG 25 ) B ¥ 7 2880 B 24 40 %o 5% s 1y 4 o) T
oy

FIHT, T 4385 LDL HDL 3 20 43 3% [ i) 7 32
FEAFE R B0 B F VKR NMR B8 B0 ik
A A0 R i 2 P IV 2H 43 1) 26 B 9 AR A 4% i 2 1A
(RS (BT o) %% B AN () i i G V52 07 sl i %
0 S B i 2 1 E — i B A o T R AT B0 DL TE
ST, 7 — 5 B30 71 T AN W] A B 2 1 W2 21
S ORE A3 B SR B rh SR e kR L L TR B TR
DA, AN TS i 25 F 45 0. 4 40 B MR 40 8 5 20 ARG
MU HAT R I 00 4 B W0 B 1, o B RUR AT
Al — R AT B Al ks, ok R 2 BUR A TE | e +F
WOk 3 M, 1 b7 1k B A DXHE R T X 3 5 | A R
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Table 3. Detection of lipoprotein subunits in disease occurrence, development and treatment

WHTEAE R

SD-LDL 1 ,L-HDL | ,S-HDL 1 ( P<0.001) />

SD-LDL 1 ,L-HDL | ,S-HDL 1 (#J P<0.05)

RIEFFCYHE 1,55 VLDLC SD-LDL 1 LDL & iE A%, 5% LDL Hik:
FAREE L-HDL S 5AEHE (3 P<0.05)

Lp-PLA2 T ,Lp-PLA2 ¥R FE 54 LDL 4043 F/)s HDL .20 2 S IE A 54 (P

K HDLC | , K HDL WW4H4y F 43t |, ¥ LDL ki K/ |,/ HDLC T, /)
HDL WW£H43 431 T, i) LDLC T, vhia] LDL W4H 43 T 43 b 1 12

[ AT I pE |, s R e |, Hah=E |, VLDLC | ,HDLC T,
LDLl | ,LDL3 | ,LDI4 | , KX HDL ! ,"#" HDL T ,/s HDL | /*"

iZ8) 4 Ko EAES SRR | Hh =K | ,VLDL | ,/NHDL | (¥ P<
0.05) ;%% )5 iE LDL | (P<0.001) , Kk IDL | Ak LDL | (¥ P<0.05) %!
WFMIAITF 6 M AJE, BIEEEL | (P<0.0001) , Hil =M | (P=0.002),
LDLC | (P<0.0001) ,HDLC T (P=0.0007),LDL1 T (P<0.0001),LDL3 |
(P<0.0001) ,LDL4 | (P =0.0053),LDL5 | (P=0.0133),C-IMT | ( P<O.

ZHHXUMIAYT 24 h #14 ~HJ5 LDLC | (P=0.01),K LDL | I LDL ik K
s1 ] (P<0.001) ; Fi4% s LVEF B,/ HDL T (P=0.005) , [ B 3500 45 /M
BET AR FR A VDL ki kN T (P<0.001)

SD-LDL JIH & B B A5 F1 ApoB ¥ £ 4351l 5 HDL2 H & #E  ApoA T & fiAH &

R4 ivallsRv
CAD(n=337) Lipoprint 24t
I (n=953) Lipoprint &4t
CAD(n=520) Lipoprint &4t
CAD(n=324) Lipoprint R4

#<0.05)
CAD(n=413) Lipoprint &%t
2 TR Lipoprint &4
(n=24)
AL R R IR Lipoprint &4t
(n=10)
e ML 7 e i Lipoprint &4t
(n=280)

0001)
ST NMR %
(n=317)
flt R TAR T 1 DGUC
(n=265)

(P<0.001) ;4Fi#4 5 SD-LDL 2 IEM & A FHBEATAE AR5 SD-LDL £
FMSE, 5 HDL2 S IEHE

T RTEE, L ONERAR, C-IMT . 38 ik P I IR ( carotid intima-media thickness) ; LVEF ; 2205 1 L2 %% (left ventricular ejection fraction) ,

s BRI B 5%, FE B I ] 1, FOR 2R
190, o A A I, R AR AR, BRI
PR AR I i 2 1 T 4 93 JUAE DR /N A I s L A 119
E 2N NI E b = A R U
TR BRI HL DK A 7 155 R AN IR Z AR 0h
ATFEBFTEN 1R 45 A A A9 BRI AT~ Ak R Y
Jridk (o P AN TR) 23 A3 0 58 i 4 3 A 1 45 2R (e HEA T
ST HELASE B AL, 17 EL B R D7 3 2 e i 1] A
GEIRE ALY RE R 75 I PR 52 30 23 L i R E , fH
PR 2, Lipoprint fig 8 F1 450 P 7 A 28 42
J& H HirfE— i SE [ FDA JAUERY T 15 8 H 4 7
ISR IS W &, JF DL R AL PR IR S 5
FESFDL AT, LR I AF R K e fe BRI 73 A I ik 22—
NMR S22 T oA R R/ i £ B LR 52 Bty |
SRR B NMR {55 1958 R A s E B
Ao B N A 0 R o ol e A SR ML P R
OB HR I PR R 1 455 A5 NMR B8, M 5
HARE A5 I 7 R BCH SR/, NMR 58k
E R TV 2 KM AR50 2 3
FETRERS [F] DL 5 LDL UL K /N K W21 43 e
BE o E R T ER R S B A, NMR I8 B0 #08%

SRS G ARSI LDL M ZH 43 i HoAth J7 3 i A 4%
RO (0 15 1 | B A A R UK L B AR A F
TR R DTTE L R R HE B i vk ML
TR R s AOG U % . K HDL W4l
O3 AL T IR L A 2E TOUE 1 (R i T8 8 46 1 AR
RO EERUUTET, L 70 B R pH A, Kt
HDL2 F1 HDL3 43 55, 3 i I e FC A [ i 5 f2 64T
SE) S, BRI, RN SRRy ik 2 A
R FAPRHEAL , BRI HASIN 25 SR v AN R4

5 INEERE

e PR 1% B A 3 S5 9 95 I TE 5 1l 3 i 2
F AR (s Tk DU 5 vk 0 R R R T 4y, 3
JUAFREE A4 0 %) s A Z= AL /R & 245 2]
XL G2EH M2 K, LDL HDL [ 5 Pk
g T HAEYION B B A, BT 2050 R0,
FEIE B RAS T H A a2 AR ) R /N
], 5T As & CAD MTERItA A 255, i 2,384
WML PRI LDLC KR /D T 0 i 3 0 &, R
AT HE BL 4 22 51 % B 25 1 4 43 1 E R
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JrH i , £9.35% P& SD-LDL A1/ HDL, 42 7} K HDL
IS TTREL e 200 %E As, E— BB CVD ik
ARERILR, W, UM LDLC \HDLC 7E ifl ¥
FEECAZHE AR, BEr, REE 2R T
V43 B 0 % i 2R 1 0.4 40 9 % H 4% B ThE b 47
W5, (EAE A AL BEAR 00 1 28 1 41 40 1 1
FHBLTR AR 58 4 WA . FRATTAS 75 5% 77 WA H ) 5
FEFIBILTR , SR 50 1 A8 K2 i AR 952 98 1) I ARG
HEZIR AT N RAFI SERE

B2 B A E A IR AR 20 43 14 43 B A
DAAEANWT e, H 00 B AR A A 1 A
i3 B3 05 % B Iy 2 Bl 2 8 — A v AN AT L 7E
—EFERE b 1 A S 9T 45 R R 2598 1 R — B, R
WRRNGHE WAL 7 5 A B 1 R R 774 T IR
A I (1R e e = A E s TR R R ) N
WF, 1 HARHEA — | 28 R, ZE G IR E 4k W FHAE:
HIEIE, P, FRATI T B A S BRI v A
BhRAR AL R AL 7 TV 5% ), SR —Fh AR 5%
B> MERR R TG R L S R H A
I B s 9 18 43 B R 5 3 AR R MR 8 4 43 )
AE S PFHT CAD 4350 IXURS: S 1 f S L5 B
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