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ABSTRACT
sera levels of lipoprotein(a)[Lp(a)] and genetic poly-

This report presents the studies of

morphism of apolipoprotein(a)[apo(a)] in obese chil-
dren. The aims of this study were to explore the re-
lationship between obese children and high sera levels
of Lp(a) and the distributive characteristics of genetic
phenotypes of apo(a). Enzyme-linked immunosor-
bent assay (ELISA) was used to measure sera levels
of Lp(a) in 57 obese children and their parents. The
genetic phenotypes of apo (a) were determined by
SDS-polyacrylamide gel electrophoresis (SDS-PAGE)
Of 75% subjects of obese
children with high Lp(a) level, one side of their par-
A total of

7 different phenotypes of apo(a) were determined from

and Western blot analysis.

ents had high concentration of sera Lp(a).

41 obese children, including 5 different phenotypes of
single-isoform and 2 different phenotypes of two-iso-
form. Obese children mostly had S1 and S2 pheno-
types,but the controls generally had S4 phenotype.

The similar reports have not been found in the recent
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5-year references. The study of genetichenotypes of

apo(a) in obese children can be of great importance to

protection and treatment of the cardiovascular and

cerebrovascular disease induced by obesity.

KEY WORDS Obese; Child;
Apolipoprotein(a); Polymorphism;

notype

Lipoprotein (a);
Genetic phe-

WME  AXMEMLEAKESQKFLLAR
REHQ@SEUBITST UEBKAELKLEHZNRES
(e fH 2B XL EREGQREAYH LT
HA. MR RAHEMNE 57 ERHLAARE £
AREG@UASTE A+ R EARARB-EHHERE
X% Kok #r Western blot £ R (Pid KM T KW E G
(@OEHRAY, BERAEREQ(QDREHEHLT
R ISUGELLL BT —FHALREG (DR
Fi A LAEMLTELLE THERES (OEHL
R(APSHERHRALY, 2HREHARALY), EH
P& ST EHSL A S2ANBE  ERMILUE
PFENSAIANAE AL S HIRTHARLERR
iR,

b3 3] R L BEAGQ@; EBEESGQ); §
A AAAY

FI0CEREBNLEERENKRERE
By HEANREEERENEERAE,
7 3 ¥ 7 6 3 B s o 8 SR A S 0 SR B
BIREEM. 5 FRES-HHFTEA,
RERELE 2R B B AL, HR O &R 3K
B AT SERFELRBEEL. BFEX
MBFRFEHEL MR ER (O F B ERK
7 AR Bk 3 B R AL v O BERS 5 I AR TE AL — A
WrHEREE" . BEQ@ER-HAZK
B R R R R L 08 A E Y LT AR E



256 & 1 Zh kB L 24 & (Chin ] Arterioscler), 1996, 4(4)

F1. 1993 4 Wilcken B 545 . M RS
H @) EILEELLCEHIGE BRI E &R
HENE. X—ZRREERMNRE BREA
@mMEMLERIEREMAREES @I
#E? HAREHEWEE B ) ER AT R &I
EA-—RBEQJ@EHHEREF, U S1,82
RURHARBEEHOLESHERORLE
KR AERMEERY L, BEHILEEELELR
MEHRBEEA(@MLIE? UB—HRIEER
@RI E? IREEXHHREE B
H—EHETERILER CRILERERXEN
R VEERF SRR (L YOt L Ah , AR 30 2 % — 45 AR B
ILRE=ZARBAMEED @ KF#THET.

1 MREHFZE
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1.2 ERFZ
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ZHE10~12h BB EDL,1h B EfH 25001/
min, B 25min), Y THTAEBLEREE S DES
A (% WHO 1970 it B MR R T 8y ¥ M7 o (4
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B (triglyceride, TG) . (£ & K 55 & & fE Bl #% (low den-
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B B B (very LDLC,VLDLO) . B ¥ W E G H B M
(high density lipoprotein cholesterol, HDLC) & # &
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HARXSNFEZHME TC.LDLC RREEN
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(Table 2),
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Table 1.  Phenotypic distribution of sera apo (a) im
obese children.
obese 41) Non (A=16)
» % » b
Null 1" 361 [ s
B 5 12.2 e =
S 9 22.0 1 6.3
s2 6 u.s 1 6.3
s3 3 7.3 3 18.8
S 1 2.4 H 33
B/S1 2 4.9 - -
s2/s3 1 2.4 - -
Sy S S 5i/8,

Figure 1. Phenotypes of apa(a) im obese children.

v

Table 2. Sera levels of lipop: b ol apop and Lp(a) im ebese children and
their pareats(mmol/L,zxs)
obese children Non-obese children

children(n=57) parents{n=78) children(s=19) parents(n=232)
age(years) 10.5+£1.86 36.2+2.83 9. 60k 1. 51 33.4%2.70
TG 1.1540. 85¢ 1.23+40. 46 0.68+0.23 1.0310. 36
TC 4.81£0.85 5.58=1.23 5.13+0. 48 4.74+1.30
HDLC 1.65=0.17 1.56£0.15 1.67£0.15 15740, 11
HDL,C 0.761+0.12 0.71+0.13 0.78+0.09 0.69+0.11
HDL,C 0.88+0.11 0.85+0.08 0.91+0. 08 0. 88+0. 05
HDL,C/HDL.C 1.18+0.26 1.26£0.27 1.21£0.15 1.28+0.20
HDLC/TC 35.247.11 29.2+6.56 32.7+2.30 35.249.10
LDLC 2.93+0.80 3.78%1.20 3.21+0.52 2.99+1.33
VLDLC 0.2340. 13 0. 25+ 0. 09" 0.1430. 04 0.19+0.06
apo AT 1.14 +0.26 1.54+0.34 0.9240. 40 0.98% 0,23
apo 1106 0.92:+0. 20 0.954£0 24 0.88+0.29 0.99+0.33
Lptad* 204, 2 £2.59° 142074 0. 34° 137. 742 92 137.140.33

a1 P<0.0§, ¢: P<{0.001; compared with non-obese children.

. geomatric standard deviation, mg/L)

# | T,+s,(geometric mean+
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Lp(a) 246 mg/%, Lp(a) 330 mg/L
Ta
Lp(a) 360 mg/L @ Z Lp(a) 520 mg/L Lp(a) 410 mg/L
Ia v Ta

7

Lp(a) 790 mg/L

Figure 2. Family tree of one obese children.
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