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ABSTRACT
Aim Ta understand whether abnormality of lipopro-
tein in endogenous hypertriglyceridemia (HTG) is asso-
ciated with insulin resistance, we studied oral glucose
tolerance test, insulin secretion, plasma triglyceride
(TG), total cholesterol (TC),high density lipoprotein
cholesterol (HDLC),low density lipoprotein cholesterol
(LDLC), apolipoprotein (apo) A1,A I ,B100,CI,
C X and E levels in 53 endogenous HTG patients whose
plasma TG levels were > 2. 26 mmol/L, TC << 6. 21
mmol/L, and in 33 normal subjects whose plasma lipid
levels were normal (TG<(2. 26 mmol/L, TC<6. 21
mmol/L).

Methods Oral glucose tolerance test and insulin re-
lease test were performed by routine methods. Plasma
glucose and lipids were determined by enzyme method.
Plasma apolipoproteins and insulin were determined re-
spectively by radial immunodiffusion (RID) assay and
radio-immunoassay (RIA). Insulin resistance and S-cell
function were analysised according to patient’s fasting
plasma insulin and glucose concentration by Mathews's
method.

Results The results indicated that the fasting plas

ITARHFES FHIEE

ma TG, apo CI, CI and E levels were significant-
lyhigher and HDLC level was lower in the endogenous
HTG group than those in the control group (P <CO0.
01). The fasting plasma insulin and glucose levels were
normal, but the plasma glucose and insulin levels after
glucose loading were increased (P<C0. 05) and the plas-
ma glucose level at 120 minutes after oral glucose was>>
7. 22 mmol/L, and the plasma insulin level at 180 min-
utes after oral glucose was much higher than that in the
fasting state (P <C0Q. 001) in the endogenous HTG,
while the plasma glucose, the plasma insulin area, the
ratio of insulin area to glucose area and the insulin resis-
tance were also increased in the endogenous HTG group
(P<<0. 05).
Conclusions The results above suggest that the glu-
cose intolerance, the insulin resistance and the hyperin-
sulinemia existed in the endogenous HTG.
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P ¥ 4 & H h = B§ L AE (hypertriglyc-
eridemia, HTG) X #k NV &I | fig L 5 , 2 R EH &
FRMN—KBWIGMAE. WRE 1973 FHRE,
BAERHX 30 LA kA A P E AR ILAE B A &
H11%,1 HTG B EHR 9. 6%, Bif, X
BRETRETRRA.HIGC B OB ML
ERETF. BNUENTRER, EEHHRE
RRiiE B & RS S TR, ERBEE R
MAE", Wayne ZW IRl ,HTG BEHHA
TR0 B & R ML AE F 0 vt BRI . R Y ML AE R
REFFKHEEAHERERR. yTHITR
B HTG RE 7D & K5, 13T 33 #
BERARS3 HIAEH HTIG BE#T T H
ERAREBLG R BAR, R E AR, M
¥EREARMEAREARET LEH.

1 HREHE

1.1 X%

1.1.1 AREHTGHE ZBZPLXHHZE
(triglyceride, TG)>>2. 26 mmol/L (2.0 g/L), & B #
# (total cholesterol, TC)<<6. 21 mmol/L (2.4 g/L)#
EES3IH(E 46, 7TH), 58 41~66(F# 53.1
+5. 9% HEHHK 24.942.5. 5 A K. TH,. 8%
ARERGHERERRE F . BRERR.

1.1.2 MEE ##HLTH 0K TG<2. 26 mmol/
L,TC<6.2]1 mmol/L B EEA 33 H(F 248,% 9
M), &8 39~63(FH 52.54+5.8)% K EHHK 24.2
3.8, ASB AN THRN . EHRFERUEBLEH
B W K. BRNSRER.

1.2 H&

1.2.1 HEIREHELSRERRE #HERIHI12
~14 h # 51,100 g % % #% & T 300~400 ml F A &
oR,FBEE 60,120,180 min £ H W & M fr, ®
AE (bR PA4MIRERALTANLOME D
WAE AAEHBEE " ERARAZETOHAK L
HREANEM T XS EFRE.

1.2.2 OXERA.BEZORFHTAFHNE
¥ TG.TC. & % K I % & fE B #® (high density
lipoprotein cholesterol, HDLC) . K E F W E G H B &
(low density lipoprotein cholesterol ,LDLC) 35 % ff &
GtE P44 TERHEALARXNOMNE, &K
B AILAT Bl1o0O.CI CERERAAEHAHNER

ST EEMNENE OXAEEORAATRIEN
AEBEEAE.

1.2.3 NFAERER . BOEXTREAESRELE
ity BAEXEP LA AR GERTHERK
& ETH . B S ¥IEH Gnsulin resistance) ¥ H 5 B & B
40 ], 4 w3 86 (B-cell function % )# Mathews % )3 it
#’ﬁ %#‘F:

insulin resistance=[insulin]/22. 5¢™ &=l

Bcell function(%)=20X [insulin]/([glucose]—3.5)
[glucose]: 2 B¥ du # % K& (mmol/L)

linsulin]: 2 M o % B% & % 3% & (mU/L)

2 4R
2.1 RAENEHa=EniEARMBALRE
B .2EZEaRFHEaFSRENLER

M Table 1 A7 W, Xt RAKE, NEHR
HM=EmnEAREZMOE TG.8IBEH
CI.CH .E B ¥ hn(P<0.001),HDLC B ¥
B { (P<<0.01),TC.LDLC. 8B EH AL A
I Bloo KM AERBAFEHAETLE ¥ E
SL(P>0.05),

Table 1. Comparison of plasma lipid (mmol /L), apolipopro-
tein and fibrinogen (mg/L) levels in control and endogenous
HTG groups (z+s).

Control(n=33) HTG(n=53)
Lipids
TG 1.5040. 38 4.314+3.27% =
TC 4.67+0.87 4.81+0.75
HDLC 1.34%0.31 1.16+0.23 »
LDLC 2.954+0.77 2.78+0.79
Apolipoproteins
Al 1 338+228 1 255+141
Al 307+ 50 313134
B100 999+ 237 1 040+ 220
CI1 49116 754120 % »
(03 § 119+25 19858 % *
E 4247 §5T+17 %
Fibrinogen 3021+£713 3349145

Compared with control group, * P<{0. 01; * = P<{0. 001.
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2.2 WERR

M Table 2 7] I, &5 % B 40 o &, 3R 4
HTG # 23 f{  # 6 A 8. 20 (P>0. 05),{H 10
Ak 100 g ¥ %8 /5 60..120,180 min MLEERH 8
& TR A (P<<0. 05), 4 B3 b 27.1%.37.
8% X% 27.9%,2 h LB KT 7. 22 mmol/L (1.
3g/L), B AEN HTGC BEEREEER
B,

Table 2. Oral glucose tolerance test (mmol/L, x+s).

Time(min) Control (n=33) HTG(n=53)
0 4.9610.52 5.1610.81
60 6.90+1.96 8.77t£2.77°°
120 5.24+1.07 7.23+2.65%"
180 4.091+0.74 5.23%2.17"

Compared with control group: * P<<0.05; * = P<C0.01.

2.3 BROEEHAR

B Table 3 AT, 5 X+ WA K&, HE#
HTG 4 %5 j§ ML 3% 186 & & TG 8 B s & (P>0.
05),{H O Ak 100 g ¥ & ¥ /5 60,120,180 min
B L3 5% & % 7K - B B 3% b (P <<0. 05), 43 5
Hhn 36.1%.64. 4% % 86. 4%, B RIE /S 180
min {HFREEXE EZHAKF(P<0. 01,7 R,
HNEE HTG B EFAEREREEB & R IMIE,

Table 3. Insulin release test (mU/L, x+s).

Time(min) control(n=33) HTG(n=53)
0 7.19%&2.52 9.62+3.95
60 42.09425. 40 57.25429.14 *
120 25.16+13.59 41.37424.77 % »
180 8.59+4.78 16.01+£10.14 » =

Compared with control group, * P<{0.05; » * P<0.01.

2.4 MEWENRBFR . LXBLETH.BED
FROUBHRERD A9 IhiE

fh Table 4 7] W,, IR#E /5 180 min K, I
HHTG AR R RA R MK ESG EE
AR & T XA P<0.01), 4> 51 hn
30.3% 5 56. 6%, G R EA 5 M5 E AN

B4 8 B T 2 B4 (P<<0. 05),HTG 4
FIBE G R IS B8] B3 In (P<<0. 01), B IE
WX BN 40. 9% . B, B- AR ThRE R W
HEY BEREFP>0.05),

Table 4. Plasma glucose and insulin area, insulin re-

sistance and P-cell function in endogenous HTG (x +s).

control (n=33) HTG (n=353)
GAQ 294+52 382+110°
1A® 72140 111+48°
IA/GA(%) 24411 31+14°
B cell function( %) 110+57 138+ 86
insulin resistance 1.60+0.6 2.3+1.1°

Compared with control group; a. P<{0.05; b. P<{0.01.
(DGA.: glucose area; @IA: insulin area.

3 g

FEHRERENBRTHEHE HIG ¥F
MBS BIEEANSEN, S BALE.
OAEH HTGC AR R B &K, RAE
BHERRMBEIEEME, HIRES 2 h IEX
F 7. 22 mmol/L. I 3% 7 % % m AL 3% 0.
QHBEH HTGC BEFAERERBEY X ILAE.
HRERGBOGESWIMRRENE H3 0D
AERE EFBAE, B MK ES EmHH
B, O EH HTG BEFER G LK.
BEBGERREEVEEN BEEERS
HIH AT LR T, R &G -0 BT BE XY
HAFREMA B, BEHREFP>0.05),
XEERRGEELT UAEMNTR, MEH#—%
RN EY: HTG B G EikN.

MREA OEBEIRREABIHEREY
FHEAREMBESRZARRERD, XA
MATRIAY. REUANBFRIEL, VEE
JEMAEREBRIESLARNE SRR B
T, EHEANGNOHMBG EZARECNY 1838
+574 A, N R & AR MLAE B E (UK 523+£506
A B R ZRRATHR EES EKR
MEERE., RKEARLEE (KIEE& D
A BRI 3R AT b 8 L it /L T 3R o



B B Bk 8 {k 22 & (Chin ] Arterioscler), 1996, 4(2)

* 107 -

& F MLAE 38 o T B AT o 40 4 4 B R b A B
BEZERREHBL, FREMARM B EHR
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BEOGEMRESOREREARBEEAN R
# B YIH %, Laakso'™ fl Howard "' I8, B &
EHNE TG RAEEBRBEEERED Gvery
low density lipoprotein, VLDL)®H ] TG £ 1F
#%,5 HDLC Efa ik KUK AlRE & . O&
JE ML BE AN & R R 238, W2 B AE & A
TG K VLDL %0, ff & 3K TG 3. @k
BEBRAN, BHASEEOBEESE T
R0, fff VLDL B AR M0, @ Bl TG 3#
. @HBEIME VLDL ¥, — 77 w728 R 8%
EEAMERF,HDL iy fE E R EE . BE . 8
JBEBJ C1.CI.E i VLDL ¥#,VLDL &
#) TG [\l HDL 5 LDL ¥, AT 3B EA
PHRBEASERARMY R X MKELR
BEHK R A ; 55— 75 8 AT 5 g & K {2+
KRR IE R 5P EIT, T (8 28 B 2
HMERGOERRS, MK N, QHTG 8%
VLDL &R ES E N K& 5 MBS 4L
i, LS MEBAREA E A mEAT, N
MEMBRESESHFARBIEES E 2&
K% &, VLDL %t 5 A B RO 3R 2 09 1§ BR
ZP ¥R, Mm TG #in,

BZ X REGREH#H SRR A EH
HTG BE R Z M LR EE, X 68
WmAEHE HTG BE & = 0% R k8
WAL AR, BT Y HTG B R #E
H A/ HTG 5b, BB AR A BB R

EBER D

T nEN.
B AERKF IUREMR LSE5TEHED
o ERITE.
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