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[ ABSTRACT | Aim To investigate the correlation of cysteine aspartic acid specific protease 8 ( CASP8) gene —652
6N insertion/deletion (I/D) polymorphisms with hyperlipidemia. Methods CASP8 gene =652 6N 1I/D polymorphisms
were detected by polymerase chain reaction-restriction fragment length polymorphism ( PCR-RFLP) and DNA sequencing in
350 controls and 357 patients with hyperlipidemia in Sichuan area. Results The I/I, I/D and D/D genotype
frequencies were 54.3% , 41.4% , 4.3% in control group and 55.2% , 36.1% , 8.7% in hyperlipidemia group, respectively.
The genotype frequency distribution between the two groups showed significant differences (P=0.038). However, no sig-
nificant difference of I and D allelic frequency was found between the two groups. Compared with the CASP8 gene —652
6N 1/1 or the combined 1/1+1/D genotype, a significant increased risk of hyperlipidemia was found for the D/D genotype
people (OR=1.993, 95%CI was 1.043~3.810, P=0.034 and OR=2.124, 95%CI was 1.125~4.008, P=0.018, respec-
tively).  What’s more, the triglyceride in serum of D/D genotype people was strikingly higher than that in I/D and /1
genotype people. Conclusion These findings indicate that CASP8 gene —652 6N 1/D polymorphisms are associated
with hyperlipidemia in Sichuan area, and D/D genotype could increase the risk of hyperlipidemia.
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Table 1. Comparison of clinical data of study subjects

1 1EH X IR 1= I LA 21
i H

(n=350) (n=357)
AEIS () 55.67+9.84 55.93£8.17
B/ (f) 100/250 101/256
SR MKE (mmol/L) 5.18+0.37 5.21+0.35
2 h IfiLB% ( mmol/L) 6.19+1.03 6.29+1.00
TC( mmol/L) 4.25+0.58 5.30+1.42°
TG ( mmol/L) 0.96+0.30 1.79+1.53"
HDLC( mmol/L) 1.38+0.23 1.33+0.45
LDLC ( mmol/L) 2.26+0.49 3.09+1.01°

a A P<0.01, 5 1E% % R4 Fbd,
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B, D/D A 171 bp — DR EB(E 1), FEHLIER
ANRERRL PCR ¥ A7 e 2 0 AR o g V) 25
PIERRYE P25 R S RIS R& (K 2) .

1. CASP8 E [F-652 6N I/D {i & B 3] B2 ik & M
DNA Fr#fES>TH: Marker,1.2.4.5 F16 5 /1 ZR A 3 8 1/D W
9.7 4 D/D FER A,

Figure 1. Enzyme electrophoresis of CASP8 gene —652 6N
/D site
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Figure 2. Sequence diagram of CASPS8 gene —652 6N L/D site

% 2. CASP8 E[F-652 6N I/D S AEMERAE S 5550
Table 2. Evaluation of genotype distribution of CASP8 —652
6N I/D polymorphism and risk of hyperlipemia

T
(J{‘ﬂa) IER XL S i 2 OR(95%CI)
VT 190(54.3%) 197(55.2%) !

/D 145(41.4%) 129(36.1%) 0.858(0.629~1.170)
D/D 15(4.3%)  31(8.7%) 1.993(1.043~3.810)"
I/1+1/D 335(95.7%) 326(91.3%) 1
D/D 15(4.3%)  31(8.7%)  2.124(1.125~4.008)"
I 525(76.0%) 523(74.5%) 1
D 175(24.0%) 191(25.5%) 1.096(0.863~1.390)

a N P<0.01,5 I/1+1I/D 3:F A L b o P<0.05, 5 1/1 B A
e,

Table 3. Genotype distribution of CASP8 —652 6N I/D polymorphism in women between the two groups( Case)

IR R 1 B ILAE 21
mooH
VI /D %1 /D D/D
Kz Aot 47(51.6%) 40(44.0%) 4(4.4%) 33(55.9%) 21(35.6%) 5(8.5%)
AR g 85(53.5%) 67(42.1%) 7(4.4%) 110(55.8%) 71(36.0%) 16(8.1%)
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FRIMAE L] D/D e F R M8 TG K- F
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< 4. CASP8 EF-652 6N EFEE 5 M A5HIX R (mmol/L)
Table 4. Relationship of CASP8 gene — 652 6N genotypes
and blood lipids ( mmol/L)

S| TC TG HDLC LDLC

1EH N 2

D/D 4.34+0.53 0.96+0.31 1.3620.23 2.33+0.50
/1+1/D 4.25+0.58 0.9620.30 1.38+0.24 2.25+0.49
1R I ILAAE 21

D/D 5.57£1.25 2.48+2.67° 1.3420.39 3.12+0.90
1/1+1/D 5.27+1.44 1.72£1.36 1.34:0.45 3.08+1.03

a gy P<0.01, 5[F4 I/D+1/T BLp B s
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