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[ ABSTRACT] Aim To discuss the relation among apolipoprotein A5 (ApoAS) and lipid, coronary heart disease ( CHD),

Methods The
level of serum total cholesterol (TC), triglyceride (TG), highrdensity lipoprotein cholesterol (HDLC), low density lipoprotein

try to find out the mechanism about ApoAS5 regulating lipid levels and its function in coronary heart disease.

cholesterol (LDLC), apolipoprotein A1 (ApoAl), apolipoprotein B100 ( ApoB100) and glucose were examined in 67 patients with
CHD and 107 healthy control subjects by biochemistry department; serum were exiracted and put into speedVac system, and con
centrated into 0. 1 mL under 0 C, enzyme-linked immunosorbent assay ( ELISA) method was used to determine ApoAS5. Re
sults Compared with control group, ApoA5 level of CHD groups was lower( P< 0.05), TC, TG and LDLC were higher( P< 0.
01 or P< 0.05), the difference of HDLC, ApoAl and ApoB100 were no significant( P> 0. 05) .
tients with high TG and CHD patients with normal TG, the serum ApoAS5 concentrations is obviously lower than that in healthy con-

In the groups of CHD pa-

trol group( P< 0.01), and in the group of CHD patients with high TG the serum ApoAS5 concentrations is lower than that in the
group of CHD patients with normal TG( P< 0.01) .
01). The level of ApoAS5 has positive tendency with the plasma HDL cholesterol, ApoAl, and glucose levels and negative ten-
dency with TC, LDLC, ApoB100 levels, there were no significance ( P> 0. 05) .

be a risk fact.

The level of ApoA5 was negatively correlated with plasma TG level (P< 0.

Conclusion The decrease of ApoAS may
The level of ApoAS was negatively correlated with plasma TG level.  ApoAS may be an important regulating fac

tor in TG metabolism.
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1 M&RMFEE
1.1 & RIRAF

B0 WY % 95 (speedVac system) : Thermo Savant
4 7=, Al & % Radiant Cover RC110B: 4~ B 7 g AR Il =&
B I E AL F A BR8] £ 7=, B 5 4 RT-2100C;
CO, 3 7 #: 12 E Heraeus A 3 & 7=, & 5 %
BB5060UV; E 31 4 #1165 4 A H A& OLYMPUS 2
8 477, BB 4 AU1000/2700; #EAEE & A5 BAA
—H, ATR - AR ELAEZA(KREN 1 gL).
10% BSA #3796 TLAR . & & R34 W B # /T & &
MBERERAE,; BERRANE, WEEIKEE
A FHCR IR A 85 SRR R AL 0. 01 mmol/ L TBS; 4
1F 4 1 mmol/ L HyS04.
1.2 R

FOEA 67 Bl B 43 1. & 24 1. 72. 6 £10. 0
Z (44~ 89 %), } 2005 43 F~ 10 A £ LK AFF
EEROAMRFATHRENERHWESH, HETR
HREFUEZ(ED I XIRAREBEKE 2
50%), 3% A 1979 4 WHO 4 WrAx . BB 4 107
%1, B 58 1, % 49 7, 71. 6 9.3 (42~ 85 &), ¥
LWEAZFEERTHREILERE, £HERF
FEBREURCEE HSOEE . EE DA
F2hmE . BEHRERRAFE DL EEHRT
R BRR B ERARDER. TAERRESE
BEXRERW2 AR RRAECAERAY, 5+ EH
W 41 RAE R 508 0 < I 98 o BT B R R

FrARRANEZHAEFREZE ER &KX L
5mL, Im A\ ERBHFIKE, 37 CHE 2 h, 3 000 1t/ min
HAL Smin, FRMmF. £F 1 mL f17E T- 80 Clk
FRATEREEGASHNE, HAMET Y HER,
1.3 [MBEREMIZHIIRE

48 R E 1997 44| 2 By & Fig i JE ¥ W7 AR v
78 & JE [ BZ (total cholesterol, TC) & & > 5.7 mmol/ L
A& TC fiE, <5.7 mmol/L # fE B B IE %, & TG
WE> 1.7 mmol/L % & TG 1 j£, 0. 56 mmol/ L< TG
SL7mmol/L A TG E¥; MEBHFEAE G EE
2 ( high density lipoprotein cholesterol, HDLC) 7 F <.
91 mmol/ L.  fk HDL 1/, > 0. 91 mmol/ L. % HDL IE
& K B 8 & & 2 B B% (low density lipoprotein
cholesterol, LDLC) > 3. 64 mmol/ L % & LDL 11 jE, <

3. 64 mmol/ L % LDL IE# .
1.4 MFESTIEFRUE

Fl AU1000/ 2700 2 B 3 & Ptk 2 2 A AU ( B &
OLYMPUS) # 1T TC.TG.HDLC.LDLC. # f§ & & Al.
B100 #u 1 ## ( glucose, GLU) K -FH#&M. TC F2 TG
a7 K BB B B A - Y A B4 A E A AR
ol G Re & v Me B i —H iR A e —T A
Ba-4- 5 5 2 4 Ak f B 32 9 2, HDLC #2 LDLC %
HEAMEENE,
1.5 BEEEEGEIRMENERBEER AS KF

B R R IR YE I iE, % A ELISA 3 2 £
fBE & AS(ARIEIR A &3 H B #47) .
1.6 HitF4aIE

F I SPSSI13. 0 it i fk, 4B ML « £5 £R, T
FAAFRMENZEREEAt k. HEESE
ASERERZEMXRARNEEMR XM, UL P
<0.05 N ERFHITFEN.

2 &R
2.1 RLAMBE.IEEAKEFMEECIEIRAIELER
SxtiE A R, e WA MG R E E AS

KPFHLR RS, ZRA REE(P< 0.05); TC.TG
LDLC 8 & &5 ( P< 0.01 B, P< 0. 05); ifi HDLC.
WIEE A AL AI#IE & A BI100 /K27 L8 &M
(P>0.05 (&1,

W e 078 BB % FRIMYE TG 7K F 20 A TG 4
AIEH TG 24, P MIEEE 8 8 AS KP4k 84
124 Ug/ L 1 106 123 U/ L, 59 BAK T X & 2 %5 g
EH A5 KF(123 134 Ug/ L), ZREEEME(P< 0.
o), T TG A M iF#NEE H A5 X BALT IE%
TG 41(P< 0.01) -

% 1. BEMAE. FEEAKFEMETERMLE (« Ts)

& & ot R4 s 20

n 107 67

TC (mmol/ L) 4.32%0.71 5.2310. 78"
TG (mmol/L) 1.26 %0. 36 1. 65 %0. 78"
HDLC (mmol/L) 1. 44 £0. 26 1.3210.25
LDLC (mmol/L) 2.03 0. 63 3.32 %0. 56
HAREE AL (g/L) 1.46 0. 42 1. 33 £0. 20
#HAMEE H B100 (g/1) 1.02 £0.23 1.04 £0.25
HAREE AS (Mg/L) 123.00%34.00  96. 36 £25. 39°
MLHE (mmol/ L) 4.93%1. 14 5.08 £0. 56

a N P< 0.05, b N P< 0.01, 5x0HIRA LA
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2.2 BEZERAS RKREEFREMAEKFZ BRI

B FT A W 5 %4% TC.TG.LDLC #1 HDLC 7K °F
R4y N EE AN IE % 4, Hi [H — M AR Fe An AN A
KPR EE R ASIKEE(R 2) .

%2 HEEHE AS REEFRMASKEZ B (v 1)

a H WA AS (Me/L)
o E2H 123 £34
Hith =g EEA 106 123
e {H 20 84 240
Al B ] 1 EHA 97 +41
a4 111 136
LDL T4 105 43
mfE A 102 =49
HDL T4 104 £38
e 2 104 +39

a A P< 0.05, H5xHBULHE.

2.3 HEEERAAS SEKSTIEMREIMEX
¥ B B 70 AR — AN Ak, AT IS IR
HA A5 /KF5 TC.TG.HDLC.LDLC. # lE & A Al.
HEE [ B100 A 4 7K S 2 18] XA 5 AH 2 43 AT
ZERRBL, MIEHAEE A AS K F5ME TG K F2
) & 2 2 AR (P< 0.01); MIEFHAEE A AS KF
5 1% TC.LDLC F# 5 & 85 B100 /KA ffAH K
%, 5 HDLC. 8 e & A A1 AL K P 2 18] 1
RIS, BTG5 E (P> 0.05) .

3 11 ig

WHRE A AS R &L R K5 H il =818
WA KRR, 2l 5/ RERAR—A Tt
BB, HEMT Nq23 Rtk b 5HEER
A1/C3/ A4 FNFEMIEL 30 kb WFRKIAERZEAN
FREMRE T AS FEHEPR R/ BRI v = e 1
W RE R BB IR BRL B 1/ 3, T E 12 i R e B 1 /DS B
FEIEIN T 4 /%, Viet BRI G E E AS
T RIEH /N RIS TG B3 FBE(70%) , M H R
B 5 £ HDL 3843 i 85 K TR (1) 4 sk, JH [ B 7K P R
B 1 40% . XEERINER THARE B A5 RN
IR () H I = 6 R0 L KT A AL, AT
RERKM, MERBEAAS TESTCIKER R
FI9%, 5 CH.HDLC.LDLC. 8 e & A AL . E s & A
B100 & 2 (M0 B & AR G 1. MG 2k e 2 1 AS
K55 A B B O RA K, HLARH 70 2k s 2

AS 5 HDL KI#H 2% r= 0.250, P= 0. 076, P {H %
NIRRT RN, 2 LA IEEI G %R L
AR 5 R AR B B D k. X gt 5 Tshihara
200 5 BF 5t AH AU, Tshihara 2507 2% BIL I 35 #5016 25 &
AS HEE TG W E 2 MK, M5 HDLC. 5 &
A1.APOE WK 2 IEAHG, 55 =WRMHKX R EA P
B3 % Nr=0.32, P< 0.0001, r= 0.27, P= 0.0001
M or=0.18, P= 0.011. {H7E Vet 212 T 58 o %
NEEE B AS XM [ B A1 A 7 AH 24 B R, HED AT AR
M THMEA AS 3 R IE 7 b/ AR gk
B I KF BITER, 10 7E — M1 0 AR 3 Ik 21 40 ik 1)
BT FTRL, BRAEEE A AS ARSI L5 TG ik
FE P — AN E PR 5, (0 I [ P A 2 o v 5 B R
% W 58 2 50 I DAIE 55

BARE A AS 5L K 3R IE 193 I #8 PR AR IS TG
(R BE, (H ELAABLEI AT 205 2 o Prieur 214 R B
REITBR AL JE R X B 524 (famesoid X-activated re-
ceptor, FXR) BEE LG B 1 AS J3 3 T #3311
ITE RIEHARE A A5 FEH G AR IE Hep3B 41,
TLAR A I8 A 38 5 ) B00E 2 8- a( peroxisome prolifera-
tor-activated receptor a, PPAR-) % JL /4 S5 1t 34 5 1
WIRE A AS BEh FRIE M. Jakel 20 O HF 72 M 2
AT X 24K (LXR) B4R T0901317 38 ik v &5 B i
TR FEHA 1e(SREBP-1c) K N #E AR A A5 F: K
IR . Ggenoux S5 7E N AHE 41 AR HepG2 15 Hull7
R B BRI 2L 54 QS I0UE 52 T RORal 5 RORad 46
REXGINER AR B AS J3 3 7 R8s M B 2 7 = A
Ttk WERE R BT, =R EUIR IR R R (T3) &
() FAR I 52 4 B HE I R IR B B AS R TR S 3l 7 1
. RIRMIE R E A AS KCPREE IR IR R
FR I TR, 45T T3 R & A AS W LJ7H3 IE
WKV, IR E IR AS ATRER T3 19— H AR 3%
DAL, T DR R 52 44 B C 4 T g A 24 3 22 B 5. )i
EHAS BV R AR B RFIZ IR, BRIEHRAR
RE BRI Bl Bk e AR AL A

KT AR AS 51 B8R 5 00975 19 AH 56 1 it
R, ZRNBREO AS B TR 2SS g 3
ORI AR. EEEFXEVEAREE SO
(NCBI) 73 TAY 2= 803E FE WGk T 8B E E AS B
16 AL F IR 2 A AL A, FF S £ 1 2-1131T> C
M56C> Go T HAAS[F] () PR 7R 2H R FH AN [R] 1) 9 58 1
I RARMIEHAREA AS 25MH 5 TC MK AR
B 15 A 45 0 AR A, B 7E 48 K 2 B R N B
1131T> C A1 56C> G 2 5P B SO # 2 #l K Hh 52
M) N M2 TG 9 7K ~F, T %o R[] B2 £ 52 i A (=] 1R /&
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HABH RIS IRAFE . I B0 LIE T o E B BT
FAMAFEF . XA B R, T/ C B
i 2 &5 O AR E A S, CC R B e O
5 B I 3% HDLC /K & 3% & T Hoh 5 R A &
H, P C AL R AT RE S R 0 0 R AR IR R R
o T LI et 0008 H 3 T A R BEL: CC BY 5%
A7 3 RN B e B 5437 2 IR i A 1L HDLC 7K
K1, CC AR LE TT AU 25 10 76 O 97 28 XU
Z US4 TG KT CC 44 F> TC 4
AT > 1 TT 441, 6Ok - 1131C S0 5 R4
KR T o RAl  wre S E A BEF 560> G fir
MLRAIARNT 1%, RAEM N Z A AM . 3
B AR R AS SR C SR R 2 o [ B A o0
WARKER R 2 —, H5 M3 TG /K141
FYIM%. BAE RV @R AR P-1131C 41
R 5L TG 7K 7 34 = A Ok, 78 Ve NHE 5 4 BY
B AL RIKIL, 55 LU, O
% IMLiE TC.TG #1 LDLC /K-F¥B Bt m, #EEE
AS KB B AR, 11 HDLC. 2 I8 5 A A1 MEfiE &
F BI00 KPR BA BEM. #&mARK 545
MrJa RIL, = TG MAE B3 Mg HARE A AS /K-F 8
BAK. AR Bon, ME#HIEE A AS KF5 1
I TG K2 [0 2 B3 W FUH 58 MG &R 2 B AS
17K 5 1fi% TC.LDLC #6 & H B100 /K- fiAH
K&, 5 HDLC. 8B EH Al /KF 28 F 1EAH
KM, BYRIER G ¥ ER. KO &
H IR ML TG 43 N a0 73 TG 4L e O 95 1E
TG 45, WA MERIEE A AS EH 55 N (84 24
Yo/ 1, F1 106 23 Hg/ L) , #R B RAK T XF BEZH 1) 1fn 7 %5
HEE A AS {H( 123 34 Yo/ L) ; 1M £E 76 0095 =1 TG 41
MEHNEE A AS B BAK T e 0% EH TG 4.
S5 S REBR TCLLDLC b, I1iE TG F & M # iR & B
AS B2 e O R R 2, S E B AS 2 TG
RVTH— AN EE R E R R, AOT7E D B 5E i

HhEEER AS KT, EMMELEEEAAS S
LA AR e 0 55 B 9% R, B ILTE TG T e M T R
HAS B B2l T om B BEEa A5 %
DRI C <5457 2 DR 498 i i i B0, 3 & et A B IR B
B, MBHEARE A AS AR LR K RG22 2R, iE
ATt — P SERISE.
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