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[ ABSTRACT]

Results The results showed that several mumbers of the family suffer from the hypertriglyceridemia.

tients of the hypertriglyceridemia which was laid up icebox over night was turbid observed by naked eye.

Triglycerides;

Apolipoprotiens E

Aim To study a family of hypertriglyceridemia with the metabolism of the lipids and apolipoproteins.

The serum, from the pa-

The level of the total

cholesterol (TC) in the serum was normal and the values of triglyceride (TG) increased and the level of the high density lipopro-

tein cholesterol decreased.
the concentration of the apolipoprotein E ( apo E) had raised.

serum apo E.

that apo E metabolic disturbance may be one of factors that lead to hypertriglyceridemia.

Conclusions The family was appointed as a family of type @hypertriglyceridemia.

Although the concentrations of the apolipoprotien A iv, A @and B100 had no significantly change,

The concentration of serum TG is positively correlated with that of

Experiments have shown

The reason why the family members of

this familial hypertriglyceridemia case have high frequency to suffer liver cancer and appendicitis requires further research.
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1. SHm=FEMIMESERERE
Figure 1. Diagram of a familial hypertriglyceridemia.

BER IMIETE, M ALSE 8H HIG, AR50 T i,
H¥ %6 N, 4 NEA HIG, A2 EA HIG 5
R4 ER AT AT B R DB S, SO R I . AR

A ? 093 o 107

0.78 @ 1.66 0.88

B IES o EPNTEEHN S0 WA HTG fiilA) .
DR B HEW I HTG SR 5L AN A0, A0 - 8 TT B 7E
HERUG . WK 1(Table 1) .

xR 1. SHHM=ERILEREKE—RBERLTH.

Table 1.  General conditions of the familial hypertriglyceridemia.
R BE R IF i A 375 B KA 8 IR A % *
R — — B =R U, 37 25T AT
BE 2% 68 H —
K 7 47 o RE VR 40 % B [ R VIR, W R, 200

% I R 2 V) B BIRR R, BEEEANERGHE, 5

% T 45 R — ;VH;;%Z@@JB%, 1984 4 BT 48, HFEHEZEA Y E E TS,
= T 37 BRI 33 IR YIB, WE T, = A
K % 43 H —
— % 41 R TR 32 & R R VIR, i B
= % 39 A
KT 46 H —
KT8 45 H —
Y 41 A —
=4 40 H —
K b 24 H —
= I 18 i —
PN 25 H —
S 23 H —
Z AN 17 BRI il A H =R I R
Z4h b 15 H —
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2.2 MEREREE.EH=fMeZEEEREE
BEEEoW

M 2(Table 2) A W., %55 A% 01 1 1LiE TC &
BIRBESEH TR KB T = ob, HoAth i R 7R IE
Flo ik = WM g TG & &3 W B 1%
=, B R IR T B LIS TG & BB, Ik K 1>
—1r> =F. TC/TG LB A HDLC & & = T4
INF 1.0, EAERKZ ZAMBRRER 17 5, H
% TG A Wi, i HDLC B&AK, 1% V)i 20
2 Ja A RIS .

#z2. SHAZ=EEMERKMETC.TC F1HDLC & 85 4.
Table 2. Measurement of the concentrations of TC, TG and

HDLC in the serum of the familial hypertriglyceridemia ( mmol/

L).

FK LI R IrC TG TC/TG HDLC
P 6.92 1.96 3.53 1.18
* o+ 5.92 7.05 0. 84 0.91
w r 2.47 41.85 0. 06 0.39
= F 4.99 2.57 1.94 111
K « 5.01 0. 84 5.96 1.29
= & 4.01 5.46 0.73 0.87
= % 5.94 1.16 5.12 1.83
KFE 5.41 2.63 2.06 1.78
KT8 5.48 0. 86 6.37 1.47
ey 4. 48 0.93 4.82 1.58
=4t 4.71 1.07 4.40 1. 40
S 5.21 1.06 4.9 2.31
= 3.85 0.74 5.20 1.30
KA 4.40 0.78 5. 64 1.36
Ghih e 4.26 1.13 3.77 1.95
Z Ak 4.25 1. 66 2.56 1.04
=4 4.52 0.88 5.14 1.43

2.3 IMEHPEZEAAIV. A @BIO X E ZENH

MR 3(Table 3) AJ W, Z 5 b2 H LG Bl S E
Aiv EEEE BI00 FIEEEEH A GHEEHLEE
R, M= nB ZMKIEREEAE SEHE
EW 0, ¥IKT 70. 0 mg/Le

2.3 MEEHHA=EES5HEERDE HXHRE
METGC S EERBEAE SEEIEMK(r=
0.632, P< 0.01), FH5IE® B&.

x3 SHH=ZBEMEREHEEZES Aiv.A GBI M E
BESW.

Table 3. Measurement of the concentrations of apo A iv, A
& B100 and E in the serum of the familial hypertriglycer-
idemia (mg/L) .

K BE R A apo A iv apo B100 apo A @ apo E
SIS 1083 1272 218 76.7
kK 7 903 966 197 95.5
/G 963 835 273 98.3
= F 1083 1036 228 55.2
K % 1023 787 174 59.1
- & 1142 685 168 86.5
= % 1247 979 197 51.3
K71 978 889 182 74.8
KT8 1097 966 192 43.4
Y 903 838 239 37.6
=4l 993 711 190 45. 4
K 9 1053 481 204 52.8
= 1023 456 124 42.3
KRG 873 762 234 40.3
G2 1023 691 253 52.5
4D 1112 864 122 56. 4
=4 b 1053 892 216 63.0
3 it

FIRME HTG S — Pl G 0 R 52 1R 38 4% 14 2 0
WATIR 22 50 R B, RGEA W oh ik b WA GRS &
JIE B E AR, 7E—MNHE T, RE I B0 20 2 Yoo~
3% I3 H TG KFIEH N 3. 4~ 9.0 mmol/L(3
000~ 8 000 mg/L) o MK — M LT BN, 1R 7E
20 % HI R, BE TCTG HfE PR, H Ml 550
FEE R R AR, KIEW HTG B 15 — AN
£, M3 HDLC /KT T — N BE 1) 3 {E, %%
feE A EWRENETE® A" . BT HIX 5]
HTG FG 5 AR s il ik 6 A 4 ANE A FIFEFE K
TG i, 725 =N =AM 17 2) BREMM TG
B, SR B L TC IE % BUm AR, L3 TG 1
18 (1 HDLC 35780 B FA, M4k B2 3 B KPR &
HERR g 25 F i Bl A0 2 g 2 3 C @k RE 512 1) HTG
(FAREB RS ED C CfamR AN EER
B v L BE SR ) ' AT DA K B X AN K JE
HTG ZKG( I8 GRUE R MLAE)

)LE N W, KM HIG B & I AR
HTG, BATRMFIEA KRR A 6 M58 =R, 4F£# 15
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£ 25 %, HAUR I Z 4 9hA HTG fiil[a], H Atk LAz
BIFEIER G . 28 AR 6 Mk R R R ILHTG,
BEERA RIEA HIG. HEEAFEER R, XMFiR
1 FLER HTG 1 4 AN SLORER A bR DI BR 5, T AX R 5%
J& G e AR s . DR R AR AN KR S 5 HTG
Z IR RS — BRI, — M G AR IER
B I 35 AR A% FE G 25 E (very low density lipopro-
tein, VLDL) 34 /=, L3 2 0 B2 sl BEVR M, i+
=15 A, W™ E K HTG 45 B8 I 3% R o] 7248 7L
BEGICRL, anik ¥ MG E 4 CIKFEE R E ETIFZ, 3
FHIR Bk, (2R TG ¥R BE AT =38 41. 85 mmol/ L ( 45
000 mg/ L) o IX$E75 K T4 N AJ BB A7 75 SRR 1Y) 10 4%
e, B I A A IR 8 A% BRI, AT 51
HTG.

B2 FE HTG % JoRe il (FPRE IR AVAAE, (8 i 3¢
TG Wik 11. 3 mmol/L( 10 000 mg/ L) 5% 5 = i,
AR BB Fib K, A A gk 400 L R T 448 i s
R o FEHR DY JRE 3T 3 1) R Bk T 392 IR B (R,
AT L F DY R . X AN R B IR T IS TG
TENE, R EERLE A EFE RIS, SE
1984 4F A AR 25, 1X 5 1 3% L BERICRL ( chylomi-
cron, CM) Al VLDL ¥ B2 B 420 &, HE I 21X 22550
LR - 2 S 2 g i 10 Ak o 7 1 L 9 T 3R, AEL R R
H5EWNRRRERRE.

SEEGRE— B R I, HTG 5K AR A H ERAR I3 K
JEEEE B100-#JEEH A ivHEEE O A GFEIE
L HIMIE AR E A E & =75 HTG Wak+ E1 8 &
mTHMEERTL. &0, G TC & & 58k
BAE WRE R IEM. BRH A5 x
HTG B 5 F9o BEIE Al 1 A5 28, (B RA DA N K IR
HTG & n] LLES 4r F 2k 6 8 2 E AR = 347 iR
o

oy e S RERAMERBEA E KPR EY
3ERH B E A, M e AL PR 2 M i 2 iE
EH E KPR B33 HEEE R e S AR R
ZR%. MTHEBEEAE £ VIDL HEBEHREA
JR, X AT AR R 9 A 4 45 4 S A 2 ] €2 & VDL
N s SO &4 F VIDL A . HRER A

EMFEFHTHAARRERENFZEZEBEAZ
— RFEASZMIEEOZ RS S NE K, 7E
CM.VLDL K HEE# A u b EEEH" . 85
EFEHE EE54 T il% CM.VLDL K& Hik ki, &
BE/Z LDL 52 K (1 Be A4, 82 40 fig CM . VLDL 5% fi
KEEHMEAE K HDL 2Rk, ®EEAE
SFORE SRS IR LDL 2R 45 & Re 1A
. PRI g A 1 R A . R 40 DL
SZHRFELES 5EELDL, HB A 5#HEEAE K
CM J VLDL Befigh &, HT# 5 A B2 FHAA
A5 LDL 24k 45 &, B CM J& VLDL J& H ok fi A
REA AT AR 5 Y, 5 8 VLDL /K7 k. )5
F VLDL [ LDL ¥ 1k & 4 B 6%, &3 1) VLDL (X />
o540 LDL, 3X 5 68 5 7 ff B N A 4 KO
HTG H & B L LDL /K-FAK F EH KF. BT
VLDL #7424 LDL Ja/>, FEUH40 M LDL 5244 F i,
JHF 2 £ X LDL 386, {36 1f 2%+ LDL /KP4 — 20 %
%, IXPP I R 0] RS2 51 &K LDL 7K F (1) 32 22 5 (A,
Mk BERRRE AT 4 B e B 1 E2 A i 4y 3 1l
TG JH M LDLC B JE A

[ &EHE]

[1] Tvorogova MG, Rozhkova TA, Alidzhamova KG, et al.  Biochemical diagnosis
of hereditary hyperlipoproteinemias. ~ Ter Arkh, 1998, 70 (4): %15

[21 X3 WEMESHMEBERILERY.  F Baskaie i &,
1993, 1(1): 6769

[3] Takagia A, lkeda Y, Takeda F, et al. A newly identified lipoprotein lipase
gene mulation in a Japanese patient with familial Lpl. deficiency.  Biochim Bio-
phys Acta, 2000, 15 (3): 433446

[4] Okubo M, Hasegawa Y, Aoyama Y, et al. A G+ 1 to C mutation in a donor
splice site of imtron 2 in the apolipoprotein C (O gene in a patient with apo C ©
deficiency.  Atherosclerosis, 1997, 130 ( 1-20): 153-160

[5] BKFPEH WsReF. WIEREAROR AL, 1997 4 12 1, 56
—hR. 127

[6] &P, X, fkAIME, & NIRRT H SRR E R EOE £
SHERMAEBRREANERE. PESRRLEE, 199, 7(2): LT
119

[7]1 Havel RJ, Yamada N, Shames DM. Role of apolipoprotein E in lipoprotein me-
tabolism.  Am Heart J, 1987, 2: 470-474

[8] WulE, AWGH, Mird. BREN ERRF 2S5 mis o /A<
MR, P ESARARALE, 1996, 4(3): 185189

[91 KEM, RIS, A, % HEA L MEfRERERN E RER 2
SHERR. b B LEE, 2001, 9(1): 4548

[10] 1, 28k, &K BREN E REF LSS0 L E 7.

B Sk ARL S &, 1999, 7 (1): 8587
(Mchsh R





