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5 B AS(apolipoprotein A5, apoAS5 )& B BNl 31
BEFE/NE T 2001 R 38 i b B/ R 5 AR B H 40 DNA [ i
ERE—MEFRRERD ", BEEXRERIEEIT AL
apoAS HEMESHEHT T ZHHFR , MAHRET 16 M8
%1 B £ A ¥ (single nucleotide polymorphism, SNP)®!, Pen-
nacchio 2“5 5 H i =B (iriglyceride, TG) R HI &9
SASNPEXT 3 RAFEA, H i apoAS * 2 HAF k(-
1131 T/C,-3A/G,IVS+467G/A,1259T/C) .apoAS5 * 3 HL{Z ik
(56C/G) Y apoAS* 1 (¥ MEMBERME FHME, % TG
KO- BIEE, AR LA SCER SR E 7 apoAS K E S
TG AP, WL THOFEKEERRBNEEE
X, A3 i35 ¥ 7@ 495 (coronary heart disease, CHD) B %
ML apoAS K FERHGMFERRZ M BER, FFWE apoAS
ERESHESHNBEKFHXERE BITHERE X,

1 #RERE

11 WERFER MU 2007-2010 4F 3K B fd 5 1 K & A 4E Be
CHD %3t 142 ), CHD 48 61 %, K B 30 B, % 31 %1,
FHER(10:7.4) 8 FEXECERES/ZEBLEBEAR
FaE RO B MR ST BB O IUESEIRIT R A (2007 4
VAR B2 WiAR ot s 3 R4 81 B, K B 44 4], 40 37 4, F
B (6614.6) %, HERR CHD B RIR B4 s 2 B R
¥,

12 B SEA mFERERS B 7170s £ 8 304 U
RE BT REF L% s R BRA &4 7 ;apoAS Kl i A
WEHMELREYREERAR,; LA EBMERA Axygen
7] AxyPrep 2 I 5 H 41 DNA /NERBGRAR]

1.3 Fk

131 mFEBRERIEEAST HEBRNSHTEK
Bkl Sml, BAABEESLIE 42 10 em,3000 r/min &L
10 min 2> B M3, R4 A AT TG, K0 E B2
(total cholesterol, TC), HHEEIEE A MEE (high-density
lipoprotein cholesterol, HDL~C) {6 % J¥ I§ 2 A 8 B 8% (low-
density lipoprotein cholesterol, LDL -C), # J§ & B Al
(apolipoprotein Al, apoAl) ##HEZE 1 B (apolipoprotein B,

TEHB0:200040 LT, EBHHTRPOERE BAEHRE LR RSESERER

apoB)#EAT I , B -20 CHA, —4 A P A ELISA
IR SE apoAS, XIS HAE ™4k # BRI & UL BE 41 AT
132 REEBGN AR RS EREH KD 2
ml, B EDTA Hi B E ,-20 ChT 4w AERHE, U
apoAS -3A/G M 56C/G SNP (SNP J¥ %) 5 rs651821,
1s3135506) 1E4 apoAS* 2 BLAFK apoAS * 3 H{Z KRB & 4R
&Ho SNP AT S H XMOHT,
14 SEitF4b3 R SAS 8.02 438K 44 X #4174
Bio WHEVERLL ves Fon  BIARKERRA KRR ZHMY
B BR A 2400, SEMEMER B ELE L7,
PAP<0.0S HERAZIT#E XL,
2 BB
2.1 [ apoAS WEMHLE CHD 4B M apoAS KF
S A KRB ERK, ERFRITFERL ((166.5£83.4)
ng/mL vs (198.2494.79) ng/mL, = 2.076, P= 0.041],
22 ¥4 apoAS EE S MBI MM XY MBAME
apoAS /K ¥ 5 TG EHME (=-0.24,P=0.014), 5 HDL-C
(r=0.29,P=0.015) .apoAl(r= 0.39,P= 0.015) 2 IEAi %, CHD
HIE I apoAS E S TG (r=0.23,P=0.044) HDL-C (r=
0.28,P=0.027) .apoAl (r= 0.23,P= 0.009) 2 IF M % ., M
apoA5 JKF-5 TC ,LDL-C ,apoB 2 B} A %M,
23 FHBREKELER apoAS & TG KF-H&E -3A/G 1Y
SNP G % R K 27%, ¥ HBAM CHD HEHFRLE
fUREREGCHARETC KTFHEE R EFMERALEG T ABEF
B HERYEHEHFEL(PY<0.05), MHABENE-
3A/G ZEHEBZ[E apoAS WEME R Y LR EE (P
¥>0.05), 56C/G FiEBARMEY N CC HFHE, &KW SNP,
nE1,
3 it

Xt apoAS HIBFSTE 1R F 2001 4F, X/ BB R BoR 5
FHE B TG KT 1/3, B HGER A TC KEHE
4 158 HE RS MRS A 2R IE B T &R A SNP Fifi 3K TG =2
BMEENELR, FASMERRIRIME TC K FHER
HBERHE,



LHERE NS E 2013 £ 6 A% 5 %5 2 # Chinese Journal of Clinical Pathologist, June 2013,Vol.5, No.2

-113 -

%1 FARSZEERE apoAS K TC KT LA (xts)

-3A/G 56C/G
4151 FH P{g
AA AG GG cc CcG GG
1% 43 32 6 81 0 0
Xt R4 TG (mmol/L) 1.43+0.8] 1.85+0.93" 2.40+0.50* 471 0.012 1.79+1.01 - -
apoAS(ng/mL)  204.30:£75.80  182.20+81.40  194.30+89.60 0.72 0491  198.20£94.79 - -
%% 33 22 6 61 0 0
CHD # TG (mmol/L) 1.39£0.67 1.88+0.99° 2.13+0.78% 3.64 0.032 1.91£0.92 - -
apoA5(ng/mL) 176.20+84.10  152.70+81.20  166.40+98.40 0.51 0.602  166.50+83.40 - -

.5 AA S, qi= 3.0129,q,= 3.7277,P< 0.05;%55 AA S IL 3%, q,= 3.1109,¢.= 2.9136, P< 0.05

apoAS TEHETE S TC HBREFEEEEA (very low
density lipoprotein, VLDL)# HDL-C Bk &, it #3852 10'%
HEARMERERK A OREEANRBESRE S
WPER, EXMEOEBEAMEENEROABRKNEE,
A XBRZ I CHD 4 apoAS K FH 3 BA B ERAM, iEL
T apoAS REIKKHERANRIPEEZ —,

HERBF S 21K B apoAS T fEIE i3 B 7 | SEEL X TG Ay
WY, - RENEEOBEHEN, 0% VLDLH &
o A SCHEF & BL% B8 A BE 9 apoAS K F 5 TG K F £ fi A
3L 5 LR A L IRGE AL, R apoAS AT TG &R
i, AR TG KF A — &M, [HAXHRS CHD LB
910 7 apoAS KT 5 TG KFRIEA %, DL A Bt
R TG ABEHY apoAS K EH EH TC ABH ., Albom %'V
TEX B PR B B M BE R i R BRI 7 apoAS /K5 TG K ¥
BIEAHR, 8L 1150, #8 apoAS fE 7 VLDL M5 E
H,VLDL 3 & 89 8 & apoAS it , kol f el T &
HHEEBZW 6 TC FFETH 51 & apoAS A&, X
SetE B apoAS X g AL A FE FIALE 42 B 4%, Hol R
MARERHE—STR. QuEBFFIEH  apoAS RER (B
5™ M VLDL #43Ei 3| HDL {2 {# HDL HR M, X 5
EXBRF apoAS KF 5 HDL-C EFHX -, £z,
apoAS MK IEE AR MESE R EHEMER, MR
BUMRERBEARKE RN,

A 3CE it A B & B, -3A/G SNP G %0 X R
R 2%, 8% C EREEMA TC KEH A SR
BEFRBEHT, KK 56C/C # SNP, X £15 7 5 EH R H X
RE SRR, MESEENE, AT R BAEE CHD 4,
EHERFMNEFAMACANGCHE Y N EMNERYEEF
AA I TE apoAS WK TFHERHEZITEENL, BR-3A/
G SNP 5 apoAS MR EZ B L EHEMEBK R, SER apoAs
R 7Y BB A2 8 2 R I 3K apoAS KE SR SCHLE W TG 145
HERM .

L L FTiR apoAS XK TG, AE HDL EEEEHN#
A, % CHD B E Bk BB b A R H1EF . {8 apoAS -3A/
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