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ABSTRACT Aim  To explore the effect of lipid metabolism after fat loading on the serum concentration of nitric ox=
ide(NO) and plasm endothelin 1( ET-1) level. Methods 20 healthy subjects were given fat loading after fast for 12
~ 14 h.  Peripheral blood examples were drawn before and 2, 4, 6, 8 h after fat loading to determinate the concentra-
tion of triglyceride( TG), total cholesterol( TC), low density lipoprotein cholesterol ( LDLC), high density lipoprotein
cholesterol (HDLC), apolipoprotein A iv( ApoA iv), apolipoprotein B( ApoB) and glucose( Glu).  Concentration of NO
and ET-1 at different time point above were detected through colorimetry and radio-immune assay respectively. The ra-
tio of NO/ ET-1 was calculated. Results TG concentration began to ascent at 2 h(2. 19 £0. 16 vs 1. 16 0. 11
mmol/ L, P< 0.05) and reach the peak at 4 h(3.34 £0.37 vs 1. 16 £0. 11 mmol/ L, P< 0.01) after fat loading. ~Dur
ing the course, serum level of NO was highest(61. 58 £5.97 vs 42.50 £7. 42 ng/L, P< 0.05) and ET-1 plasma level
was lowest at 2 h (99.08 £16.55 vs 114.22 +16.45 ng/ L, P< 0.05). 4 h later, with the descendent of TG concen-
tration, NO and ET-1 concentration came back to the basic level.  There was a peak of NO/ ET-1 ratio at the 2 h.
Conclusions Transient triglyceridemia affects the production of NO and ET-1, which leads to a compensatory increasing

production of NO and momently descendent of ET-1 level.
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FHBFAUT &M = mE K EEE (total
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R, PRI REIER, KA R KT
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26% , & F % A6 50 5 Fi 8. Fu e Fu Rg P B B L A 1
210, BAREAMETRARES . XRANEZEER
12~ 14h FHRBEHBFRFILCEHE. ENMARE
BHEAAFZ AN ZH R DEF AT D EFE.
1.3 [ASFAI#EN E

AR TEWNKEE 2.4.6.8h 5 it A X E
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Table 1.

fat loading in subjects

& B 55 ST B /S 0 3% A R L MR R i R K R 4K« £5)
Serum concentration of TG, TC, Glu, HDLC, Apo A iv, ApoB and blood pressure at different time points before and after

r/min 4 CE L 10 min 4% o X fo0 @ 7F, — 70 CfR 77
&M, A EE N E A% (glucose, Glu) \TG.TC( £
BHE - KEZEUWAGAERATIRERANE), £
% Py ik | 2 22 fE & G (apolipoprotein, Apo) A iv. B,
HENE &N E &% E B E G EBE(high density
lipoprotein cholesterol, HDLC) ( H & % —ft. % # &,
SHEHRFAE). UL LWl ZHEHF K 7100 HI-
TACH 4 B A L# T =, REEd#k. @0
FeagAtfn mAE BB & 7 R 34 A 8 TC 2. 65%),
TG 2.1%, HDLC 5.2%, # A& & A iv 1.9%, #
FEEEBS%, M 1.48%. KRB EEREHEF
BmERS N 15111/ 15112,
1.4 —SHEMAKE 1 NE

— & AN ZF A Griess K 5%, LT AH B8R 3
(NOy™ ) FafER 2 (NO;™ ) fEH NO X & &. mib
TREBRERERATAZERFARTRERA &,
W E 1 E R B ok ik, F B AL 2R R AR
Friefteie. REEOHDENO R EE 1 KET
& NO/ET- 1 Hu1i.
1.5 SitZ4aeE

B v s BR, AH 2% %A one- way
ANOVA #ATH& 8. FTH %1t & SPSS 10. 0 2T
HAT,

2 & R

BE B £ Far X3 [0 3% A8 5= [ A I /& Y 520
BfG2h MK TG HIEEE A ivAKFRIRE T
RETE, BIE 4 h kB EE, DG RE K, B)5 8
h K EREATKT. BE4hWEBEEABIKER
ZERTRA S 0. HDLC. T C . M0 A I £F &% I 8] A
WAHEAZM(FE 1, Table 1)

2.1

Index Oh 2h 4h 6h 8h
TG (mmol/L) 1.16 0. 11 2. 19 f0. 16 3.34 10, 37% 2. 64 0. 22* 1. 68 0. 15
TC (mmol/L) 4.82%0.24 4.72%0.24 4.88+0.22 4.95%0.26 4.73%0.20
HDLC (mmol/L) 1. 60 0. 32 1.52%0.35 1.52 %0.34 1.52%0.34 1.52%0.34
ApoA iv (mmol/ L) 0.85%0.33 1.28 0. 33" 1. 56 0. 58° 1.45%0. 56" 0.98 0. 24
ApoB (mmol/ L) 0.84%0.18 0.90 £0. 17 1.00 0. 23* 0.96 £0.20 0.87%0.17
Glu (mmol/ L) 4.857%0.54 4.5310.84 4.5120.76 4.6720.63 4. 86 10. 61
SBP (mmHg) 116 9 114 8 115 %8 1138 114 =8
DBP (mmHg) 73 £8 74 19 75 17 758 74 9

a, b, ¢, d: P< 0.05, compared with O h, 2 h, 4 h, and 6 h, respectively
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05) . IMIHNEE 1RIKERE TG Kzh ARk
AR, &5 2 h FIREECERT 0 h A B R EE(P<
0. 05) , T J5 bl 25 A 18] () ZE 3R 3R+ 7r, £ )5 6 ho8 h
PIRERE G 2 h HEFE(P< 0.05), &)5 8 h ik
FERR )G 4 h WETHE(P< 0.05) . )5 2h KINO/
ET-1 HERE R B E & (P< 0.05), J5 &%
ik, %5 6 h.8 h Y NO/ET-1 HAE# 2 h B & FEAK
(P< 0.05) (% 2, Table 2) .
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Table 2.  Effects of postprandial triglyceride metabolism after
fat loading on the serum concentration of NO, plasma concen
tration of ET-1 and the ratio of NO/ ET- 1

Index ET-1(ng/L) NO(ng/ L) NO/ET-1

0h 114.22£16.45 42.50%7.42 0.46£0.09
2 h 99.08 £16.55° 61.58£5.97* 0.78 £0. 13"
4h 103.45%19.87 45.47%6.04 0.55%0.09
6h 113.82%19.8" 37.60%5.71" 0.42%0.08"
8 h 121.02£19. 55> 30.76 £5.01" 0. 34 £0. 09"

a, b, ¢ P< 0.05, compared with O h, 2 h, 4 h.
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IEH I B RAFRIAREE DD RE, A R T 4545 15 1 AL
EIREM NI IS E

AT FEUESE T v AR I IR B 2 1 5 I8 P B2 Zh e,
HARFI A MG A B 77 A 1 — A BACEE 1S n =
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G AR R I, R T2 R0 R R RS e, AE {3 42 R RO 3
G FEEU T RS  ZIMAREWLES A, 78
B /NS A—Fk, 4% i 8 A (apolipoprotein) , 4f 5 24 apo
ANHIE, T e E A Apo Fl apo P FF 52 @HEA MY, ARIH
TESCE T, A AR . AR TRARENHE =T, N
By (3, A AESE 0 48 5 kAR 8 . T B, 58— R B,
BHEN R, RAHES, XR|MARZN. % Tk,
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A E BT RE, NS4RS SRV
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4 SRS RSP B, D0 IR R B ok 5
MK, 45F) o WARALE BN & IE B (very
low density lipoprotein cholesterol, vLDLC) « Z Jik #5 ¥ fifl 1t
(atherosclerosis, As) %%, PL AT, o] A5 45 5 1d], A b iER N

F.
5 YEGEAENT R AHE .
6 HHEHETFRZIAPETF HFRREHT, TEHTS

W BEZ (AN T/ HEFL), 11,
7 BE TFEERRN, 45 1WA
8 ZBIEARIBRLES RN
8.1 FHPASEH AN LA b 3R] 44 H ) 44 98 R T8, 46 5 I — R
S E T B, A K5 W I8 & B total cholesterol, TC) o {H
AHVE RCSD () 5 9 4, 0 A8 A RIS % )6 2 1 ((oxidized low
density lipoprotein, oxLDL) o
8.2 W EFUIMATEM I BT LT AREE SN, M E+
W AT R 2 18] 8 5 A AT, — BTSN X 1A 1 E T B
2 KRE, % B E L IEE (norepinephrine, NE) .
8.3 HLGVEM RN R LR R TE, R E KRG IEFM HS
NEREFZEMY) 1~ 2 ANFR, EFRRT, KRAT, s ki
FERE AL (atherosclerosis, As), {HAH I A& > 1 5 ¥4 4b, a0 ik
fi{t.(arteriosclerosis, AS) - H it = B ( triglyceride, TG) \ I 4Hl
B@fl\%( interleukin, IL) &
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