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[ ABSTRACT)]

Dietary Fat;

the intimat medial thickness (IMT) in patients with essential hypertension (EH).

Hyperlipidemia;

Intimat medial Thickness

Aim To explore the relationship between the abnormality of postprandial triglyceride (TG) metabolism and

Methods In 38 EH patients and 30

healthy subjects, TG, high density lipoprotein (HDL) , total cholesterol (TC), glucose before and 2, 4, 6, 8 hours after a stan-

dardized fat loading and low density lipoprotein ( LDL) in fasting serum were measured.

Triglyceride peak response (TGPR) and

the triglyceride area under curve (TG-AUC) over 8 hours were calculated and the index was regarded to show the response level of

the subjects to the fat loading.

IMT of carotid was detected through two dimensional ultrasound before the fat loading. Re-

sults FEH patients had higher TGPR (4. 68 £1. 74 vs 1. 76 £0. 64 mmol/L) and TG-AUC(23. 59 £6. 48 vs 9. 56 £3. 38 mmol/

L, 8h) (P< 0.05).
EH group were higher than that of control group.

higher in the patients.
P=0.009) .

The net increasing value and net increasing rate of serum TG concentration at 6, 8 hours after fat loading in
The net increasing value at the two time points of 2, 4, 6, 8 hours were also
Besides, IMT of carotid in EH was higher than that in control group (0. 767 0. 150 vs 0. 603 0. 050,
From regression analysis, IMT was positively correlated with TG-AUC, age, TGPR, BMI (r= 0. 497, 0. 448, 0.
382,0.352, P< 0.05), while negatively correlated with fasting HDL level.

Conclusions EH patients accompanied with the

abnomality of postprandial TG metabolism was correlated with IMT of carotid.
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WHFT, BN AMRIE D BT ER B R R P L
(essential hypertension, EH) £ % & %5 /7 7E JR % 5 LA
AR AL S IMT BIR R

1 MR

1.1 R

38 15 F 1999 4 9 A ~ 2000 4 11 A& A [1%
F—XKAHLWHHEL K E I E( v~ ©R) FA,
% B 1999 WHO/ISH & i J£ 457 36 8 9 2 Wi Ae v, &
PRERIREREUHBRB LT LE, AR
BEf(R) EF AT RR . BRI REFE F =
BN P F 21 B, &« 17 B, £ 34~ 60 F.
7 30 Bl( % 20 1, % 10 ], F# 35~ 58 %) B # %k
T hREEEN SR, TR ERKE. RFRH
FRAAAEZEAARE.

UEHRAEZHAFAUTFM4: ZFHELFR
fB [ % (total cholesterol, TC) 74 F< 5.7 mmol/L, H i
= B (triglyceride, TG) A “F< 2. 04 mmol/L, & % & fig
& ¥ (high density lipoprotein, HDL) > 0. 91 mmol/L; @
THETRE; LMD ER ERFEERE, §
WREEER, NSRRI RN 2 B & fkoE 4t
&, RIwER TR 24 5~ 7d.
1.2 7%
1.2.1 FEFHFk A F LT ARF RN 6T &
KA % [E ACUSON ASPEN A ¥ £ L &1 & T %
B, BEHE 9~ 11 MHz, 31 & AE1E. # I F 30 fik
Bt, B M EAATENML, Sk i, LB E
Wm0 B o R & A E RS T = S
o FictE 8 AN EALEY IMT: 3 & 34 fik 3T 3% 20 mm. 37
B Bk XA A RS o Bk 3 10 mm, 3BT H
R o o BB AT B . 78 &30 A0 3K A5 ol B &
B, B AEWINE IMT. IMT & X 4: €W E
REEFESERTZ AWNES, M EA 8 AH
WA R BT E AR A R B AR 2 kg B
BEWNER. BEMNFRIEPHE RSN T LI
AAFEE REFEARRZEN 1.57%, WEH |
EZE N 2.46% .
1.2.2 OJRAEA A AT KRR XA
RS ZHTRE AT AR, BRTESBEKES
SELFEAMGE IR ENGEFEY R E
#2508 J/m”* R A, RERTE B R AL AW
RUEHEE 2B A 60% - 14% Fo 26% , & + 1 50 fig
Bk = B 5 & F & i, 1 Fn g B8 An 4 Ao A B R

Z B H B 1010, | A B & i R AR R B AR R A
LA REE . IMT JI 2 4 K5 15 min 4 3 & B8 ff
B, 2 A TERMOh) XEJE 2.4.6.8 h 54 B 8] &
K5 4 B # Bk o AR A, 37 TR 45 min /5, 3 500 v/
min 4 'CH 2 10 min 4~ & 11 7,-20 CHE K7, 1 4
AAMNZEmAs. # 8h gtk le], R A% X
Rt & & EE S FRA DB I A

AR X A Zilversmit 32 #4547 & K
BERE SR B fLVE TG KB A F gAY £ — A &
Ji 2+4.6.8 h 4 M E F & A M E TG K E 5 XA M E
TG REZF, L2 BRESHE TG WRE, B TG &
JRBL(TG peak reaction, TGPR) , it & A & #: TGPR=
TG+ TGaua) /2= TGo( A F TG K TG 7 K KB
FERAFIR A TG KE,TC, % M f1iE TG & Z .
B AETONETC KEFEATELERET
0.2.4.6.8 h 1 7& TG ¥ & AT 1E 09 % 4 |8 1y @ AR B
TG # % T @ (TG area under curve, TG-AUC), A
Trapezoidal 3 '™ # 47 it & . /A& A: TG-AUC= 2y,
+ 2ya+ 296+ ys— Tyo, Iy, K t= 0.2.4.6.8 h &
Bt A VE TG WK E N = 1E
1.2.3 gz 77 ik ¥ TG X TC %K &t |
ERFIEEEL HDL X Rl s 4Em ek, REERE S
(low density lipoprotein, LDL) % A T R, it &: LDL =
TC- (TG/5+ HDL) ( & ¥ £ T 46 A7 89 2 AL K i mg/
L) . TG< 4 000 mg/L B s A K3 H . DA B =4 7%
ARt O ERELHFTHEAE A
7100 HITACH 4 H ) & 91 % 2 AT (X # AT =, S
A%, ULmSHEmmtE L R RE& o 580 TC
<. 65%,TG 2. 1% ,HDL <5. 2%, # J5 & & A iv
<1L.9%, HAEE 8 B<5% o
1.2.4 %itsam HERRA £ %, e
FRAE7 B, HEEREA v Ts BF. A
Giit 3 7 SPSS 4 it S T 5% Mo
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P 4L 2 1) o I s R 25 e LS 5% e sk 4R 41 TE
EMEZE (K 1, Table 1) »
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JE(0. 767 £0. 150 mm Lt 0. 603 £0. 050 mm, P =
0. 009)

1 REEMemMEZRHASEEXRE—RIGKZRN
THEMAS . MAEK FRIEEER.
Table 1. Comparison of general clinical characters and fasting

serum lipid and glucose level between EH group and control

group(» *s).

Index EH group Control group
Cases 38 30

Age 48.616.4 46.7%9.3
Femal/Male 21/17 20/10
BMI 25.4%3 25.942.4
Smokers 6 5
Drinkers 5 4

SBP( mmHg) 162 +18° 114 %17
DBP(mmHg) 98 £11° 74 £8
Family history 16/38* 0
Glucose( mmol/L) 5.02%0. 48 5. 10 %0. 56
TG(mmol/L) 1.38 £0. 46 1.26 0. 42
TC(mmol/L) 4.96%0.98 5.18 0. 58
HDLC( mmol/L) 1. 56 0. 60 1. 68 £0. 38
LDLC(mmol/L) 2.8610. 80 2.76 £0. 84
Apo A iv(mmol/L) 0.98%0. 43 0. 81 0. 49
Apo B(mmol/L) 0.96 £0. 19 0.94£0.20

a: P< 0.001, compared with control group.

2.3 EAMENEASHBAERRHB=ZGBRN
IKFHIXTEE

H-yth = Bg b 28 N R i = BR 0% I N 7E EH
HAYBZEETRA(P< 0.05) . NHERZE TG
WEEXTR G TG KT T3, 70 5l BUE J5 & w5 ik
TG WK E 52 ME TC W K Z A0 KB 5 % M TG W
WK GEAT I T, 45 R PeR FH A& JE & A
TG W5 38 B & 2 = T XA (P< 0.05) . 1
TG RN/ )G 6.8 h P4 EH 4 T %l 41
(P< 0.05) (3 2, Table 2) . EH 4205 X {8 26 fig Jiii 71
o J L3 TG ¥R B A VI [A] LA, w] L BH 4 38 431
Hf 28 B TG WK BETESE 6 /NI ELER 8 /INBT,
5 73.6% , 10 B HILAESE 4 /IiF. XHHRZLAE 3 i
6 TG VIR FE HIAER S 56 6 /NIF, TG 1| BITESE 8 /)
e LA 255 6 /NI A% i g e B 3R B, 0 EH
HAEJG MG TG W & M B IA I 5 35 K T X R 41
(P< 0.05) .

*2 RAMSDEBRZFESEENREZEFHMZ=ER

Bk FHIEEE.
Table 2. Comparison of the postprandial TG reaction level to

the fat loading between EH group and control group (; ).

Index EH group Control group
TG- AUC( mmol/L, 8h) 23.59 *6. 48" 9.56+3.38
TGPR(mmol/L) 4,68 £1.74° 1.76 0. 64
ATG2h(mmol/L) 2.34 10. 96° 1.23%0.48
ATG4h(mmol/L) 3.87%1.38° 2.12%0.84
ATG6h( mmol/L) 3.96 2. 12° 1.28%+0.78
ATG8h( mmol/L) 3.2312.18° 0. 56 £0. 39
TG2hR 1. 70 £0. 66 1.46 0. 68
TG4hR 2.96%t1.34 2.27%0.96
TG6hR 2.96%1.27* 1. 46 £0. 63
TG8hR 2.36%1.23° 0. 47 0. 46

ATG2h, ATG4h, ATG6h, ATG8h: the net increasing value of TG concen-
tration at 2, 4, 6, 8 hours after fat loading. TG2hR, TG4hR, TG6hR, TG8hR:
the net increasing rate of TG concentration at 2, 4, 6, 8 hours after fat loading.

a: P< 0.05, compared with control group.

2.4 WMEPKAFEREESHKEEHEXERS R
B4k $5 H( body mass index, BMI) (X)) « & #
(X2) W4 JE ( systolic blood pressure, SBP) ( X3) T 7K
J&( diastolic blood pressure, DBP) ( X4) \TG-AUC( X5) -
TGPR(Xe) « &5 BE I A (X;) « &5 TC(Xs) - & TG
(Xo) \HDL(X,0) SRR NEZE, § T (HAE
Y) 347 £ i B B H 5 #r, 45 R BoR: AL
A5 N AE W (X,)  TG-AUC ( Xs) « BMI( X, )~ TGPR
(Xo) o AERIE R %533 4 0. 448.0. 497.0. 352,
0.382. T AL & [A] 5 5 AH O¢ R W3 3(Table 3)

3 T ig

B I 2 0 I A5 0 R AR RSB I s e R R 2
o PR R IR R B, HA
— RAI AR 2 B, 0 B sk N BESE T %
AL ME AR AR . AW FIESE TR &M s i
JE B A AR NG 5 H o = We AR 53 4, A4 1560
IR 92 45 SR — 50 (BRI BN, KAk & i Ik 5
AR I R A S BEAT 43 2L DLER i B AR50 S5 3 5 1t
FEAKFII 9 R, 12 AT T 10 R BRI

A BK IMT FR38 0 T 36 R BE S 1yt B, 26 BT
IR A IMT 550 M85 00 B R A A7 .
T ER H 2R IMT 22 18] B 55 22 B 5 30 ik ot 8 B %
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Table 3.  Correlation index of the primary elected variables.
Y X Xs X3 X4 Xs X¢ X7 Xg Xo X0
Y 1.0 0. 352 0. 448 0. 041 0. 048 0. 497* 0. 382° 0.013 0. 051 0. 195 - 0.28"
X 1.0 0.203 0. 103 0. 059 0.254 0. 188 0. 074 0.122 0.029 0. 126
Xz 1.0 0.214 0. 066 0.311 0.228 0. 109 0.272 0.248 - 0.025
X3 1.0 0. 541 0.228 0.193 0. 147 0. 180 0.074 0. 082
X4 1.0 0. 126 0.078 - 0.031 0. 166 0. 059 0. 164
Xs 1.0 0. 819 0. 069 - 0.032 0. 120 - 0.078
Xe 1.0 0.10 - 0.067 0. 123 - 0.048
X7 1.0 0.091 0.037 0. 097
Xs 1.0 0. 198 0. 425
Xo 1.0 0. 038
Xio 1. 00

Xi: BMI; X,: Age; X5: SBP; X4: DBP; Xs5: TG— AUC; Xg: TGPR; X7: Fasting glucose; Xg: Fasting TC; Xo: Fasting TG; X;o: HDLC; Y: IMT. a: P< 0. 05.

ERER AL B AN [F) T AR Ak, BT DAAE B8 3 £ B BR] 3% A
IMT 2 8] {0 2% SR B0 I 8 IMT =R E D . AT
FUH I E XU BB Bk 8 ASFALIZE B K AN i A Hh i
TERE R, B AR 300 ik P IS JE F8 4, 58
I B — AL R M AT 5E . AR B & Fh
SRR A R B 2644 R, BH BB A9 IMT 2 1E % A
SR N, FE A HRT e g R A — B U i R
A By AT BB Pk P Hh B A A R R G I, A2 i B
BIRKBE IR I % -

KA e I R AT AR IMT B AH R R &R
3, 45 BB I8 IMT A1 TG-AUC.TGPR . BMI J7 4 %
BB EIEME, M2 HDL KF EfAEE, R
S5 BEARIER IMT ML R /K 2 IEMHK KR, HAE
RIG 55 S, BRI R TR .

5 TG AL I A5 5 305 ik 38 B8 A5 Ak, i A1l 7T
REBFELL T LA TH: B JE TG AR RS 8 i 1E
FEIA T & TG ORE, ME BN NEZET
B, AR 2 72 A2 B8 2 1) R AR A0 A, G0 e B 1 RS
F, AR MNHEEE FREM MK TG /KT 2 I1EH
Koo MR A B2 — S8 A0 U P AR AT — AL A
HIFfR. @EJGABERR R MAEE B E A A JE
BRE A B AR BENR & B SRR B N R = AR
fh. WEE TG lREQ, THEENME G R
BRI LS P R Al A B B R o X AR Ah G
Fr L5 P B 40 B AT B AR S Ak CUESE 11X —
B I TG AKFX B AF LDL K/ 21 5 2 (1)1
H, A {# LDL ¥4k /N FE 1LDL. T/l % LDL
A Gy 4 LDL 32 AR50 T 1 B, £ 15 (9 2 52 B 3
K, BB E A 5 g NN T BB 1A

B, 5T HN, S8 SR E BB > A
7% iR

M A T/ INRE A s PR 7R 181 %of BRATE 90 1) 45 2R, 3K
ATt B8 I 7K P 1E 8 1 BH R 3R 47 i f A
RIG LAVEAS B J5 TG R 7K I e e XU 25 3
Jok IMT, o 47 76 A U 57 55 B0 (A IMT B 2 1 )& 2% R
BT T EA EEMIERE . HENEE
o J I BB EAT R G T TR 7 Re 75 b7 1B 33 20 Fik 34
FEREAL I e AR R R, BAR O IV SR IR R A, I
RFit— Bt .
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