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ABSTRACT Aim  To study apolipoprotein &po) E polymorphism and its relationship with plasma lipids and apolipoproteins in Chinese
patients with endogenous hypertriglyceridemia HTG) . Methods  ApoE phenotype was assayed by isoelectric focusing (EF) and im-
munoblottings serum lipids were determined by enzyme method and apolipoproteins were measured by radial immunodiffusion assay in 93 en-
dogenous HTG patients whose fasting serum TG levels were =2.26 mmol/L; TC < 6.21 mmol/L and 288 healthy subjects whose fasting serum
TG levels were < 1.82mmol/L, TC < 6.21 mmol/L. Results  The fasting serum TG, TC, apoB100; CI[» CIll and E levels were sig-
nificantly higher and apoAl level was lower in the endogenous HTG group than those in the control group ¢ <0.001).  ApoE phenotype and
allele frequency distribution of the endogenous HTG group €3/3 68.82%, £2/3 17.20% £3/4 9.68%  F2/4 4.30%, F4/4 0.00% »
E2/2 0.00% €3 0.8226, €2 0.1075, &4 0.0699)was similar to that of the control group (E3/3 72.92%, £2/3 13.54% F3/410.76%
E2/41.04%, FA/41.74% > F2/20.00% > €3 0.8507, €20.0729, €4 0.0764).  Compared with apoE3 €3/3) or apoF4 €3/4 + E4/4)
subgroups apoE2 £2/3 + E2/2) was associated with lower serum TC and apoB100 levels @ < 0.05) and higher apoE level ® < 0.05) in
the control group, but no significant difference was observed in endogenous HTG group. Conclusion  The apoE phenotype and allele fre-
quency distribution of the endogenous HTG group was similar to that of the control group.  ApoE2 was associated with lower serum TC and
apoB100 levels and higher apoE level in the control group.
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F1. AEE S0 = E R S R E A KE
Table 1.
with endogenous hypertriglyceridemia & + s)

Plasma lipid and apolipoprotein levels in patients

Index Control @ =288) HTG @ =93)
TG famol/1.) 1.09+0.35 4.06+2.18"
TC fnmol/1.) 4.35£0.79 4.97+0.74*

apo Al fng/L)
apo B100 fng/L)

1256.20 + 199.3
730.70 + 194.3

1076.90 = 164.7¢
1112.10 £ 257.0%

apo Cll fng/L) 38.10+10.9 71.80+24.1%
apo CIII fng/1.) 102.50 +22.5 199.80 + 54.7¢
apo E fng/L) 39.50+9.40 63.10+23.8°

a: P <0.001; compared with control group
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Table 2. Frequency distribution of apoE phenotypes and al-

leles in endogenous HTG and control groups

Control HTG
cases frequency @ ) cases frequency @)
Phenotypes
E2/2 0 0.00 0 0.00
E2/3 39 13.54 16 17.20
E3/3 210 72.92 64 68.82
E3/4 31 10.76 9 9.68
E4/4 5 1.74 0 0.00
E2/4 3 1.04 4 4.30
total 288 100.00 93 100.00
Allele
€2 0.0729 0.1075
€3 0.8507 0.8226
e4 0.0764 0.0699
total 1.0000 1.0000

Chi - Square analysis: P >0.05
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Table 3. Serum Lipid or apolipoprotein levels in different apoE phenotype subjects with or without endogenous HTG G+s)
Control HTG
E3/ €3/3) E2/ €2/3) F4 €3/4 + E4/4) E3/ €3/3) E2 €2/3) F4 €3/4 + E4/4)
n 210 39 64 16 9
age Srears) 41.9+12.0 43.6+10.5 43.9+12.9 51.5+9.9 56.4+6.0 51.0+£9.0
TG famol/L) 1.08+£0.34 1.09+£0.36 1.14+0.39 4.04+2.29 4.27+1.92 4.20+2.46
TC famol/L) 4.41+0.80 4.08 +0.76° 4.60+0.72 5.01+£0.75 4.83+0.70 4.97+0.81
apo Al ﬁ1g/L) 1256 + 200 1256 + 199 1258 + 202 1076 + 159 1139 + 153 1001 + 126
apo B100 fng/1.) 738 £ 197 638 + 164° 785 + 180 1116 £ 262 1095 + 230 1108 + 329
apo CIl fng/LD 3711 38+11 39+ 10 68 +23 73+£23 65+ 30
apo Clll ﬁ1g/L) 102 £ 23 104 + 21 104 + 24 191 £ 60 201 =38 170 + 49
apo E {ng/L) 38+9 46 + 11* 38+ 10 61 £22 75 + 31 62 +25
a: P <0.05; compared with E3 or E4 subgroup in control group
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