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-ABSTRACT

Aim Whether the mutation of lipgprotein lipase
(LPL) gene is associated with coronary heart disease
(CHD), or ngt has been yet known. - We study rela-
tionshi;; between mutation in intro 6 (Pvu 1 and 8

‘region of LPL gene.and CHD.:

Methods We' analysett 106 patjents in myocardial
infarction Sorvivors. throlgh a.caseéicontrol srudv.

The tédhnique of ploymerase chain reaction: (BCR)-re-
striction fragment lengths polymorphism (RFEE) was

used to analysed the genotype ot LPL gene) 23 tac-

tors maybe involved in CHD was chosed.  Simple and
-multiple .non-conditioned:logistiq; regression’ analysis
demostrated that: 6 factbrs were association-with, CHD.
Results The risk factors were diabetes, smoke,
Fiypertensior o L.PL ‘génotype”Pyw i IPTHE @Ad haplo-
tvpe H'P~. While Apo A/B ratio wasidejardetiasia
protegtive factgr.:

.+ LPL genotype Pvu.R=P7.ar H*P7 oth-
eer.than the standard risks was, contribuing to CHD. .
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Sk R K — P IR 0N 7K 8 AL (my-
ocardial infarction, MDD 8. # 106 A N B XY &L
1981 FHMENLESHHERE. L1 1 58540, 4
HEEFTRAZYRERAGENSTR, TEREA
ARMAARGERE FRBEH . FELURNS.
AMEHRKES,
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TR MRLPLE¥AS AT . F 23 B KA ANE
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‘@AM HE L EEM (ol cholesterol, TC). #
o = B (rnglyceride, TG). #H F X & & 12 B B (high
density lipeprotein cholesteral, HDLC) . # & & & Al
(apolipoprotein Al). # /¥ & & B(apolipoprotein B) &
fs & @ (a)(lipoprotein-a).
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Figure 1.  Genotype of Pvul, 1and 4, F-P:2and

S: P*P*: 3and 6: F'P~: M: mark.

Genolype of Hind 1.
sand 4; H"H*y 2and 5: H i17: M, mark.
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Table 1. The distribution of Pvu I and Hind I RFLP in patients with MI and controls.
Groups n P+pP+ P+P~ PP~ HtH* HYH- H-H-
Control : 101 45.5 44.6 9.9 56. 4 42.6 1.0
M1 95 34.7 45.5 16. 8 57.9 41.1 1.1

Pwl; ¥*=2 36, df =2, P>0.05; Hind X ; ¥*=0.5, df=2, P>0. 05.

Table 2.
Hind I alleles in patients with MI and in control

The frequence distribution of Pvu I and

groups.
Groups n P+ P- Ht H-
Control 202 67.8 32.2 77.7 22.0
M1 190 58. 9 - 41.1 78.5 21.5

Pvul ; X2=7.62, df=1, P<0.01; Hind X ; X?=0. 04, df=
1, P>0.05.

2.4 BEERSEXREIFERMH logistic @5

26,1 Hind I £ F & 558058 % (& 4, Table
O MFRRESHEEEFEXN 5 ATERE
LA KM logistic EHH, 25 RIUVER
R LVRMRE EILE.RIEE D Al/B HE.
Pvul #FRB P P REMEEH'P- EFE 5K
IR EEYVIBRRGR 5, Table 5),

Table 3. The distribution of LPL haplotype in Ml

and control groups.

Controls MI
i@ gﬁ*ﬁq: ’23 /I\E\EJ&)\@UHﬁﬁ’# Haplotype n total % n total 4

FLATESELOR-LOCNEEREEK. K H*PY/H*P* 14 33
RIS AL R R PR s e 0 e

H*P*/H"P~ 34 27
RAGEEC KSR SRR AABLEE o poppe 1
R EEEREOLESREEREE.MEK &K, H*P~/H*P* 11 19
Pr® 8 HDLC M E 8 Al/B BE LR R H*P~/H*P- 2 20 19.8 3 34 35.8
PEELPLMP P REGSEERZH P 4 HYP~/H"P~ 7 12
ERORHUERER. LEKSFN 2.23f 2. w=6.27. df=1, P<O.0L
Table 4. The univarite non-conditioned logistic regression analysis.

Exposed factor (y.n) R:Ogerfefz_::;c:n St::'ri?d Ratio 95% confidence P
Hypertensive history (y.n) 1. 1549 0,2870 317 1.77~5.68 0. 0001
Hyperlipodemia (y.n) 1.7319 0.6484 5.65 1.59~20.14 0. 0076
Diabetius (y.n) 1. 3489 0. 5289 3.85 1.37~10. 86 0.0108
Smoke (y.n) 1. 3403 0. 2919 3.82 2.16~6.77 0. 0000
Smoke index 0. 9965 0. 2827 2.71 1.56~4.71 0. 0004
Drink tea (y.n) 0. 4871 0. 2866 1.63 0.93~2.85 0. 0893
Exercise (y.n) -0. 5695 0. 2876 0.57 0.32~0.99 0.0477
Psy trauma (y.n) 0.8734 0. 2897 2. 40 1.36~4.23 0. 0026
Hypertension (y.n) 0. 9592 0. 3049 2.61 1.44~4. 74 0. 0017
Fatness (y.n) 0. 5001 0, 2897 1. 65 0.93~2.91 0.0843
TC (mmol/1.) (5. 70.<5. 70) 0. 7465 0. 3337 2.11 1.10~4.06 0.0253
HDLC (mmol/1.)(Z=1. 01,<<1.01) -0. 9605 0. 3288 0. 38 0.20~0.73 0.0035
Apo A/B (mmol/1.) (1. 30.<1. 30) i -1. 6878 0. 3309 0.18 0.10~0, 35 0. 6000
LPLPwl (-,--) 0. 8021 0. 4632 2.23 0.90~5.53 0. 0833
(--+ nO--) 0.6114 0. 4314 1. 84 0.79~4.29 0. 1565
L.PL. hyplotype (H-P~. no H*P~) 0.8142 0. 3289 2. 26 1.18~4, 30 0,0133
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Table 5. The muitivarite non-conditioned logistic regression analysis.
Factor Regre§sion Standard Ratio 95% confidence Wald P
coeffient, error
wisder A )
Diabetius 1.6274 ° 0.7747 5. 07 1.11~23. 12" 4. 3861 "0.0362
Smoke 1.913k" 0. 4442: 6.77 2.84~167 18; 188471 {6:0000
Hypertension 1. 6862 0.4438 5. 40 2.26~12; 88; 14:4348 0:0901
ApoA7E 22078227 04953 TUT06” 0.02~0. 17 (31.1057  0.0000
LLPL Pvul 1.2793 0. 6295 3759 1705518030 T40T295 " TV 0. 0421

X2=83.155, df =5, P<C0. 0001

S

“odel B~

Diabeétiest (¥ind 8108 017879
Smoke Gy K A, 8951 0.4372
Hvpertension (1. 6297 0.,4392
A pbA/B® 225495 04723
I8l dhmlonpe; 0.9316,  Didedo.

(f,’{*npv‘:": N( Hz_‘:‘p.é_‘:‘)

5501 1.07~23. 45" 41783 0.70409
6.65 2.82~15. 67 18. 7919 0. 00047
5. 70 A Ui 13.7717 0. 0002
0.08 0.0%8~0. 20 28. 9773 0. OUBY™
2,541 I 63~6. 26 £ 0862 0. 04324

«X.?F‘ 88005, df =5. p<o. o001
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