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M. GER e BB AR ABELAR 608C/TH CTARR AL ZANMAHYF A HardyW enbergF#, R &
BEREBFEE AR 608C/T CTARA TS EAHAMEEXT B AL EFALEER (P> 0 05).
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[ABSTRACT] Aim To explore the association of lecithit cholesterol acyltransferase (LCAT) gene polymorphisn

w ith the occurrence of fam ilial aggregation of cerebral henorthage and lipid M ethods LCAT gene 608C /T polymor
phisn was detected by polym erase cham reaction (PCR) and restriction fragment length polymorphisn (RFLP) n 10 fan t
lies of cerebral ham orthage w ith fam ily history (CHFH) including 30 cerebral hem orthage patients (CHFH -P), 38 first de-
gree relatives (CHFH -iv), 31 second degree relatives (CHFH-®), 27 third degree relatives (CHFH - @), 100 patients
w ith sporadic cerebral henorthage (SCH) and 100 healthy controls Results The distrbution of LCAT 608C /T gene
polymorphism was in accordance w ith H ardyW emberg balance in the three groups The CT genotype frequency and T allele
frequency i fam ilial aggregation of cerebral hemorthage group sporadic cerebral hem orthage group were not sign ificantly
higher than those n control group  The serum level of high density lipoprotein cholesterol (HDLC) n 608CC genotype
subgroup was significantly higher than that in 608CT genotype subgroup of the same group in fam ilial aggregation of cerebral
hem orthage group sporadic cerebral hemorthage group (P < Q 05). Conclusion There is probably no association of
608C /T polymorphisn of LCAT genew ith fam ilial aggregation of cerebral hemorthage in han population ofH unan province

T alleles of 608C /T are possbly associated w ith the m etabolisn of HDLC.
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FEEFEE (lecithin cholesterol acyltransferase LCAT)
YE R [E B 1 [7) 2% 12 ( reverse cholesterol transporta-
tion, RCT). M3 =% Z M H (high density lipopro-
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Jili it R R 4E ( cerebral hemorthage w ith fam ily histo-
ry CHFH) #£ 101K 2, 1260, #4404 44 T 4.

K # B # 4 (CHFH -patient CHFH -P) 304, & 19

fl, & 116, F3H £ 54 36 £11. 60%; @ivk E
B (CHFH-iv) 384 (B#FLIEHF R BF.F L X
ElR LA ), B 216, & 1761, FHEH 43 40
18 36%; MEKERES (CHH-O) 314 (£ %
EFWERFAAERE D F LB B E
BRI MURE%R B T &), F 1661, & 156, FHF
B 46 29110 33%; @R FE4L (CHH-®) 27
Bl(EFREENERAFERADTFLRELF
4R T4 ), B 1561, & 124, FH4EH 53 96
11 28 %, (2)# & MM H 1w 4 ( sporadic cerebral
hemorthage SCH) 1004, & 59%|, & 414, F ¥ 4
#5508 £11 08%. (3)MBEAFTHAFME
ERfE R H 2 1006, H A HEEHBETEA, L
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R EERNFLEREITH.
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K R A AT &N E H i = B8 (triglyceridg TG )
BB E B (total cholestero] TC); & % & g & & A8
B (high density lipoprotein cholestero] HDLC) %t A I

FERVICUE, B B vk U = b7 o P o B R (R B
f8%& & 2 & B (lw density lipoprotein cholestero]
LDLC) &2 & LDLC= TC- HDLC - TG /5 H#; %,
JZ bt i ) € BB B A iv ((apoprotein A iv, ApoA
iv) R # fg & & B100( apoproteinB10Q A poB100) &~
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FIR & A8 /A7 iR =R B DNA. 5| #R &
EHHEFF| (GenBank & 3 5: NT010478), |l Prin-
e3 B % it, 3 A GCG 3 # 1T BLAST W *f.
608C /T 5| 41 & %| & L3 5° GGT GAG TGT CTC
TGC GGA TG-3’, Ti# 5 -CAA TAA AGC GGT CCT
TCC AG-3’ (5l#14 b L#EXKNF E K& ). PCR
R LA PE4800A! PCR R X E#AT, ¥ HHH A
95CHIZ M 3min 94CHE M 45 5 55CHR K 45 5
T2CHE M 45 5 30N, &5 RCAAHEMH 5
min & % FAHER I kT iE PCR =445 1A,
PCREAF A EKEH 243 bp. B 5 HLE 2% 3 g
B 6% FEX EL vk B 1E 4 R MR ST B LCAT % [H 608C /T
B PCR =4, i FR | £ W Y1 88 BpiivEC & 10 BL A
REAR%Z 37CHEYI LK, Hik & Al Eagle Eye @&
BREAGHI VA BERENEERERFHTER
Al
L 4 GitESH
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P B AR ENEEMERAMEHZRA
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s at.
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HHB TG $ER (P> Q 05), 5K & BEHANE
P Fi HE ot 2 v o s e 09 SR A B e T X R
(P<Q03% 1),
2 2 ImBE7KF

FZBEH TG, TC.HDLC. A poA iv5 X} I8 24
LbEREHREME (P<Q 05); Bk MM H M4 TG,
HDLC. ApoA ivE XA ML Z R H REME (P <
Q 03 % 2).
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* 1 BASRERBAREERLE (v ) M, RERHHAR VIERA. ORERA. GRE
sk ekt RO R e JeR L FBC R M i I L £ B R R 3 A A T S B
Eﬁ%(;“) 54 36 £11. 60 55 08 11 08 53 77 %12 27 }/Fﬁi '35@, “Zﬂ*ﬁ Hﬁé#%i’é%@ (P >0 05 ?% 3)°
Hr (1) 19/11 59/41 56/44 M 1 2 3 4__5 6

M:Wb;ﬁ(kg/m 23 1142 22 844 2 2 6%29

AR st (3] ) 5(16 ) 19(19 0% ) 13(13 0% )

P s (B 4(13 30 ) 15(153 0% ) 1011 0% )

T LE S (1) 21(70 0% ) * 64(64 0% ) ° 8(8 0% )

PRI (1) 2(6 P ) 6(6 0% ) 5(5 0% )

b0 S (1)) 4(13 ) ® 15(15 0% ) ® 3(3 0)% f;g:

ay P< Q03 SXTHRAHAHEL . 88bp

* 2 BREBEMAEKFTLE (v L) L 608C /T PCR =BG EHIB K My DNA S E
T g RRMBA HC PR g SR AL wEniE, L2038 4 88iEF CCR, SA 6N AE T CTHL,
TG (mmol/L) L 84 %1 05 1 72 40 870 13210 45
TC(mmol/L) 4 84 %1 122 4 36 10 81 42340 92 +E 3 £ 608C/TEHERSHM TEMEESHZE
HDLC (mmol/L) 1 16 $0 450 1 19 40 16° 15810 42 - A B ryrp—
LDLC (mmol/L) 2 45%0 75 25340 77 2 38 40 53 o A n e pr= e a T
Apadlv(g/L) Lzt rsf02s 1234 KRLHA 30 28(9R W) A6T) O(06) 9 T 3
ApoB100( g/L) 0 9940 33 0 99 40 21 082tass VR B4L 38 36(94 §6) 252 ) O(06) O 4% 2 6
a9 P< Q03 53t ERZLAR &7 L 31 28(90 ) 3(9 ) O(0%) 95 1% 4 %
@RRRA 27 25(92 @) 2T 4% ) O(0%k) 96 %% 13 6%
; = CPERHMAL 100 93(93 0% ) (T O%) O(We) 93 %% 4 Fb
23 GREARSREE BB R ERRE cosC /M EE W TRME G Eh 0T 0t 0 )
« IR 4L 100 96(96 W6 ) 4(4 0%) O(06) 96 % 3 P
B3

B PCR W& SR R WEREIR FRLUK, SEAMT T IR
AR, KIL LCAT 608C /T PCR =484 243 bp 25 DRRAASPEEIRE Mt B AL P EEEE 608C /T EH
%4 Bpivaa A EEG, BEEMMIEN: B 155 bpfl  BSmEskFEHLER
88 bp I TN 4E &1 CCABY; H 243 bp. 155 bp WK 2 BB o B P G Y R St R L 4
1 88 bp= AR W ARG T CTRL RILEREIIAL /3y 608CCAT 608CT ML, LA % 44 A AN TE
RAIA—A 243 bp A THCAZE ST TT A (B 1), WA MARACT (2 5. 451K, KR BHEAM
2 4 UREARPEEIESEA B BEEEE 608C /M EE Bkt 4l 608CC IV £H H 3 i) HDLC /K T &
Bnt ZiT 608CT LA (P < Q 05), HE ML iR F5 b e M
ST HW B3 HandyW embergWI &R 740 2 (13 5 6 0.2 b, %0 HA4EL 4% 100 J6 Fi 4 7 76 12
%, 608C /Th SN RUAE LA AR RN Hm 2R LEZME (P> 0 03 4).
EFFE HardyW einberg V-, % B H B A BAMAER

%4 RADHME SCEMHE MARMKTEEAR 603CCH 608CT FIE LA 8 MAELES (x )

e KERBHA BSUR P G Hh I 2 Xt R
608CC 608CT 608CC. 608CT 608CC 608CT

TG (mmol/L) 1 85%q 74 1 78 X0 55 1 73 2q 21 1L 6020 79 1 31 %0 51 1 34%q 32
TC (mmol/L) 4 85%1 18 4 76 £1. 12 435%1 12 4 53 %109 4 22 %0 57 4 300 42
HDLC (mmol/L) L 25 *0 41 a 95 *a 31° L 26 %a 31 1. 02 £q 38° L 60 Q 44 L 450 36
LDLC (mmol/L) 2 47 %0 77 238+ 13 2 61 X0 56 2 3410 89 231%0 72 2 47 %0 65
ApaAiv (g/L) L18%a 73 L 15%a 23 L 170 34 L 2310 57 L 30 a 22 L 35%q 27
ApoB100( g/L.) Q96 X0 71 1. 08 X0 35 0 99 Fa 45 1 0330 12 0 8230 34 Q 85+a 14

aN P<Q 03 544 608CC WA LLE .
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FHEEAL DL IR pn'”, MBI A ofF
Fo WHFER I, 78 CHD B3 b, LCAT i 4 P K 5
HDLCIKE 2 S EIEAK, TH AsHIRA R R E 7
Mz HERNZHE R MR, LCATE S TC
AT A s EFRRE A, LCAT iIE K IA{EF HDLC
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I HDLC BB T B, I i W IR, As 5
MR B T e AR SR (0 Sh R e R B 7T 48 R
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B I R 8 RS 7 T, T T 2 A PR R IE R
Do FEIEH ANEEH) LCATERNRIEBX F LT 3
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F: NM 000229) ', B % & 41T I BIF 70 32 4 M 5 A
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REAC U AR BRI SIIC/T —HMEESMA S
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e B 4 R W LCAT 45 DY 4k 2 T 608C /1.
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s @ X LCAT B0 % 4547 45 608C /T [
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B o B 2H Bk M i HH I 28 5 6 IR 2 [R] 608C /
T CT 2 F R 4347 2 573 T6 i 35 14 608C /T 547 2 [l
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LCAT 2K 608C /T % 2514 7] 6E 5 i 7 Hb X U A
T S e SR B PR H I 2978 TG R

BATIE 5 30l 0o 5% Z 2B 2 2 BIOR: 1 i H 2L AN
Xof B 2 AR AN [ 2 R 2R ST 2L ) o i 4T 1 B, S5 R
RINFR F B A AN B 1 i I 2H R 608CC I 4H
HDLC /K &3 & T 608CT W4, xF B4 608CC .
4 HDLC/KF-EAR T 608CT W4, HER LB E
P T e LI G 6 A 25 2H P PR 4L ) L 3 2 S
BT . SERATHEN LCAT 60847 s T Sh 2

R g 5 B K 1) HDLC 7K P4 5%, T 287 % R AT R
JEE I PR LCAT iEHE, T S50 HDLC K F B,
X5 CohenZs "Bt 4510 AR
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I 555 ¥ et X e N 5% 0 SR B M i ) 1fn 5 J T
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LR ERETERE LCATHRRFHE 20 AILH
YERT 2 50 I i) R AR, 75 B — 20 22467 55 K
BN A SRR LCAT R 2 S MEH . [
T LCAT IR 608C /T 22 A W76 A A F e At A
B2 AR ER K2 57, WOH O B A A%k
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