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shikaEAL iR e IR BARE B
AT [ DNA 22354 5 By

PEBR Xk RER
e HFHOBTE )
SRR R XM
C AL BT % )

#OE B B S A T B 54T T 52403 BREE 1L M IR 22 M J% 60 {2 3 %t i ApoA
TR, M ABE RN ToAENRBSF LSS EEREE G EER., HEEBE W Z Rk,
HRRYPREEND A ]2 Pst [ RFLP f2.2kb fil 3.3kb 4%, 3.3Kkb J B3 SR4E = 41 6] 4> 51 N
0.16, 0.02, ~HEEEHBEZESR (P<0.01), #BREEE 3.3kb 55 Bk 4k v A 4%,

# HDL-L K¢ F RN E EERZ—.

XRE Bt SRR, RISEGA TREBE, %SRS S E R

ifE R 743.33

A SR 43 FUBE AR AR TR I,
AAVZ 7 1 B B A% PR 2 7 B i 5 0 R 2 iy
fEM . B Py A AT 3 CRRRGE T Sh Bk L it
REEHRERERAR"Y, LBRFRBE I
BERHFEMIMEKESRIERFZAR. H
BEFRGELEERE AT, R TEEE
FEE B BHE R (high density lipoprotein chol-
esterol, HDL-C) [RR{IGA i it 45955 19 5 FE (R %6
(EZEMIRREKEF) B SR A FR
ANBFGE o A% SR 524 3l ok B ph Ak i 2 |
HDL 23 IE & 5 ( apolipoprotein, Apo)
A1 HESEERERE R SHDL-CRHXR.

MM Fe ik

WOIBX A i) 52 ], LW/ M E
PHER BT REDURFE A, LR SRpEES
LB _REENMERZFARSB (1986) iT
B “BEMMEWRSHBEL” i, &R
¥z CT RfiEsl. MR A 60 4], &%
HIVRE, BMEXRFR, MABIERKEES,
HER, #5. BEBR, REREEIRS
RRAHE—.

WRFE

1. HDL-C,TC,TGa| %

WM AR PR R RS bR A, B
JH 3 275 B )¢ HDL-C, & jB (& % (total cho-
lesterol, TC) , W R HEME, Z 8% 5 W
BAZENE M =f8 (triglyceride, TG ) ,

2, REMEARLK E $ & M (restriction
fragment length polymorphism,RFLP) ;) 4713}

BUAh A # Bk i 5ml 2 EUDN A, B 45 4 DNA
10 ug, FFRMIYEP UIRE Pst | BEA%(50 U/10us
DNA) , Bf#)5 mPET0.8% T Ra 1l &t e LI
i~2V/em @R MK 18~22h, M¥KEF
By BE IR 2 AR 4 J5 i Southern ENgFitts iy 5
BHDNA BB EWMRIFEFEBEL,80CHE 2h
Ja# o BEHH& R A SDS ¥ fhig
H# ApoA [ cDNA K Eiffy PAL-B, ik ( #f
B, Rogne 7 W% ) DNA, HMRHIHHJL &
WHE, WIKDB, R KR SR 3 E ik Apo
A 1cDNA (0.8kb) FE. B4HRiERAIIN
B ¥ o’ p-dCTP fRi0 F#R4H . Southern
REEHETHERERLZ 6, B S5Hi
JiH) Apo A1 cDNA #Ré14%4¢ 24 h (68C),
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IFVERAIR T, RS BLAL I, FEWE R Iep
X&%H, MR, -70C HHK3~64d, ¥
AP X R o

3. it F ik AWECEE AL,
KA KRRt KK,

& X

RFLP stB B R EE R IHE

AN3L K4 DNA % Pst | liift)s 5 Apo A
I cDNA $REFZu25 7 3 2.2 kb fil 3.3kb —
FRENSAR B, 2.2kb FERT 4 3 4
&, AT EFAERY, FRDSENIEEE P, 3.3kb
R B LT 344K, W AR, R
i EP, CHHED o

W Apo AT3:P Pst] RFLP
WA B8R g
1~ 7 4% 50 IR B B 26 8
H P, P, KKK PP, PP,k R
WL,

R BRREE A A e R
41 Apo A [ 3P RFLP iR

i ERB SRR

PR PR PP,

R NG e e R T R
XA 60 58 2 0.98 0.02

X2=15.03, ¥P<0.01

TC, TG % HDL-C k¥

52 f] & b PP, FERBIAA 35 4, P,
PRI 17 B, ZFhdE W RASARTC,
TG Jt HDL-C JKF (%2 ).

® 2 AT R RS B RE A6 Y R %€ TC,
TG J HDL-C K¥ (X £5;)

TC TG

- HDL-C
HA FH (mmol/L) ° (mmol/L)

(mmol/L)

P,P, 35 4.01+0.13 1.22+0.08 1.21+0.04

PP, 17 4.52%0.27 1.50+0.15 0.910.06%

£ =2.027,;s8 P—p,01

PP, ZLNA I TC, TG }; HDL-C k¥
5 PP, RRERMILE, TC, TG k¥ PP, 3
HBERT PP, WA, HESLBEEE
X, HDL-C ;K7 PP, JLHAET PP, 3 |
R, ERARBEEE L.

# . ®

HDL 4 g RE [ R DL &% H il = B Jr 0 75 B9
JeEHZ—, HAPOA [, ApoC F %K,
Apo A | j& HDLHp £ B 1K 19 i, Apo A [ 3¢
5 Apo C I 2k R B%ED, WH—4 % K
#, P 11 SRakK S B (g >qter)
Apo A T [y Pst ] I fi i T ApoA 1 5
Apo C I Jk K 2 [6] /IRl FR BT Py, Pst 1 28K
Befyr= A& B TApo A | filApo C I 32 [H]
B —A Pst T B A6 s 2R B3

Karathanasis 451 1983 4E | 56 &K I Apo
A T EREKE DNA L2545 shikEE/LZ H i
KFE. 1986 &£ Anderson Fi] Ordovas FH4k K I
Apo A [ Pst ]| &M 3.3kbj Bt 5 ELEHE
DR PR AR a-f8 2 B MLAEHIR B %,
1989 4 Wile S5/EfF 5T 174 458 0 H & Apo
A [ Pst] AR K 3.3kb BN E Fi
RBERTXRA, 458#E7RApo A T HRAE
-5 ik B Kol FERE AL Z 147 7 % U0 3R
A, RITHLBAWTTAPOA [ Pst [
W0 A o [k 1k e o A5 S R (R RRE X R 2 )
BIsr7, SPREINEE 3.3kb FEHI B R
IEW NBEHE (P<0.01) . 3 Bkt
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FpiAE 28 5 5 09 2 R S AR BEAL T B, 2
## HDL {&F, 18 3hkaE ik i gHDL 5
Apo A | T MREELECRAEYO RE
WifEy HDL :ZEAFAPo A 1, HEEPst
13.3kb KBNS WA ER, T H Y
K EE L A I, M Apo A [ B g Pst
| EHREZEHK—3, SHFERERE
AXAEFES, ZRRBRAFLF PN HEEH
Jto

Reed TG 58— 41 7 A 4, 00 7 i ML
H1fy HDL, %%l HDL i ghkii{b 2 5 M
FKo LEXFINMLE R HDL R % 5 3% 45 5¢ R M
ST R I AR T B N B e — R T B L v
HDLyK -394 .35 B4R, Bo s 62612 1k,
M A i 1. 3% HDL 7K - 9 5% 1 2 488 1) 1 g
iRt AH R, RN AR T KR A B R A5 1)
E(Jﬁ:ﬁz__[ﬂlo

BREREOREEAED, ABEEE, =8
HmEsEhEs R P eEEAH. 8IB
HEEW, T HNERARETBER
AR B A R TT BB 3 BB Bk HEAE L. Apo A
I & HDL py ¥ BEEAR, WKMLEHE #*
B HDL Y g ok 58 4k 4t fipi 4 22 2 S M) ¢, HDL
Xt s B BE Ak IR ZE R R AE AT B PE o i
MR —Fh R B R R s S
PR, ot — BRI A% R F A Bl kR 1k
BEEPERH, RIINSHT4RAp A 1 HHE
BHUANT, RITERFERSAR #3145 %
Ro FXEIRFEW 62 fi A, PP, A fiH
35 4, &5 67.3%, PP, A4tk ¥ 174, &
32.7%, TI7E 60 HfERE A f PP, A & K 58
B, H96.7%, PP, NN 2 4], N 3.3%.
RAELERH 3.3kb FErpy PP, 4ok, BH4A
HERTHRA, AEREE & £ R (P
0.01) . [FAIM&RIEHE PP, & HA HDL-C
KPET PP R FE, AREENER
(P<0.01) . #5HRER3.3kb(P,) &y &
B h Brgng HDL-C 5K, T HxANH B o] 4§
H—FBARIRE, O N B Sh B RE{b e Rl A 22 i
BRERERET MO TRE. FHKELE

RO E R RS T B BB L, R R, BURE
MFLT AR, T EHE AR, 75
B AR s BB T IR R 5 R, BB
TREGIBGHER, WP ZBEK. EmlE
Iy TC, TG, HDL-C fii Apo %A= {kIgtRk
TR T AR AR A S Bk Oy sk i Al
PEENAERERRE — RN HEK, HZ24
B, RESERRERBWMEKR, FNETHEH
F R, MR, 53 BREE Ak R S A 5%
iy Apo A T 25X 3.3 kb BB B B A
ZRBEHAMEM, RETHE, ERRERD
T B RN TRE, EARPRTEE
e, xR B i AR R R U B 4
T, HE RS A i L S G R R B AR
BRI Lo

(AL RFIWE Rogne #HiZR 4t Apo A [#H
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GENETIC FACTOR OF ATHEROTHROMBOTIC
BRAIN INFARCTION: APOLIPOPROTEIN
A ] GENE DNA POLYMORPHISMS

Hu Xuegiang Liu Zhoulin Liang Xiuling
(Department of Neurology)

Luo Chaoquan Yang Yinghao Liu Xiwen
(Department of Biochemistry)

The authors have investigated the association between serum high density lipoprotein
and total cholesterol and triglyceride concentration and Pst- | restriction fragment length
polymorphisms of the apolipoprotein (Apo) A [ gene. Two groups of subjects were
examined. The first group comprised 52 unrelated Chinese patients with atherothrombotic
otic brain infarction (ABI). The second group consisted of 6( unrelated healthy subjects.
For the Pst | polymorphism, the frequency of the minor P, (allele, 3.3 kb) was (.16
in the Chinese ABI patients and was higher than that in the control group (P, frequency
0.02,P<0.01). ABI patients with the genotype(P, P,)had lower serum levels of HDL-C
compared to those with the genotype P, P, (0.91 mmol/L vs 1,21 mmol/L, P<{0.01).
The data showed genetic variation in the Apo A [ gene and suggest that the mechanism
of this association may operate through an effect in determining the serum concentration
of high density lipoprotein and it may provide a molecular clue for ABI risk in certain
individuals.

Key words genetic; atherothrombotic brain infarction; apolipoprotein A [ gene: high
density lipoprotein cholesterol



