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[ ABSTRACT] Aim Methods Es-
tablishing experimental animal models of endogenous and exogenous hypertriglyceridemia in rats.  Determining the levels of plas-
ma triglyceride (TG) , total cholesterol (TC), high density lipoprotein cholesterol (HDLC) , blood glucose ( BG) of the 12~ 14 h
fasting rat, and observing the relationship between plasma lipids and blood platelet ( PLT) count, clotting time ( CT), fibrinogen

Blood Coagulation; Dietary Fats;

To explore the relationship between hypertriglyceridemia and blood coagulation.

(FG), prothrombin time (PT), activated partial thromplastin time ( APIT), activity of tissue plasminogen activator (tPA) and
plasminogen activator Inhibitor 1 (PAF1). Results Feeding high carbohydrate diet (HCD) to rats for 3 and 6 days, plasma
TG were 2.43 and 2.9 times of the normal dietary rats, respectively (P< 0.001). BG were also 80% and 39% higher than
that of control group (P< 0.01). After taking high fat diet (HFD), plasma TG were 2.3 and 1. 6 times of the control group,
respectively (P< 0.05 or P< 0.001) .
the control group.  Feeding HCD and HFD for 3 and 6 days, PT' and APTT were obviously shorter than that of control group ( P
< 0.05). After taking 6 days of HCD and 3 days of HFD, FG were 84% and 122% higher than that of control group ( P< 0.
05 or P< 0.01). PAF1 activity of HCD and HFD were higher than control groupm ( P< 0.01 or P< 0.05). CT, PLT and
t PA activity were not different compared with the control group. The correlation analysis indicated that TG was positively corre-
lated with FG and PAF lactivity ( P< 0.01), and negatively correlated with PT and APIT (P< 0.05). TC and BG were posri-
tively correlated with FG (P< 0.01), and HDLC was positively correlated with CT and PT' (P< 0.01 or P< 0.05).

clusion These results suggest that increasing in triglycerides enhance the activity of clotting system and inhibit the activity of fi-

Levels of plasma TC, HDLC in both groups were not obviously different compared with

Comr

brinolytic system.
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1.1 SLWEIR5E

& 1 M Wistar A R 36 2, FH K E 244 67
g HETERAZS YR P ORME, FHKE 1
FEMNAH: SEHA(n= 12)HATHEERLG6XR,
ARER—RER LT E XY LR T ORAE,
VEEARBEIEN A S EREW 62% 17% K 21% -
(@ 42 f& £ (high carbohydrate diet, HCD)3 X4 ( n=
6)F16 K4 (n=6)HmEEL", BEMALRE
Tk, B EEAREAE A5 RREW T79.2% . 16%
B 4.8% . (9% g & & (high fat diet, HFD)3 X4 (n
= 6)f1 6 K4 (n=6) RREMIAMSI, FXFER
il (2100 g) —k. BANME HEEFRA.
1.2 HEARRE

TRETBE R, KATIR. K HE &R # k4
B i A F ) 2 %k i B A ( clotting time, CT) & /)
W (platelet, PLT) i+ #. /X B H %44 Bk B, 6. 4% 14
BBNT B (RBER S 2 A 1:9), & fE 5,
BFLL 3 000 t/min B /% 15 min, 455 3 4 A .
1.3 IM#ASKR K mEERINE

1 3 H 1 = B5( triglyceride, TG) .« % 2 [ B ( total
cholesterol, TC) % % % /& g & & fE & % (high density
lipoprotein cholesterol, HDLC) | B 32 & ] ( 4t 7 & &
ETIRGHEARAAERAANE). WEXFEHEEEHF
4R AR B R E
1.4 M/ R ER I 2R Gt

1. MBERMmEEKFLLR.

i /NROR B AR R I B, R AT R R R B
%o Vit 1 B B B JE] ( prothrombin time, PT) & v 1k
414k i1 B J7 BT[] (activated partial thrombplastin time,
APTT) Jl % B 2 W =2 (b ¥ A P A& 41 8 A 2 83 A
2), HAEECV 27N 1.5% % 2.88%, A EL
CV ARl R 2.1% K 2.32%. H4Z R4 EXHA
TRBRWTEENZE, #WEE CV H 7.3%, # ]
EECV A 11%.
1.5 (ARBFREFEHEESE RASIERBE
PRI 1 SEMENE

4 41 A &F 75 B JE 3% vE 47 (tissue plasminogen acti-
vator, -PA) JE M. £ % B R BLUE M W ) A 1( plas
minogen activator inhibitor 1, PAF1) 7& 4 Fl & & J& 4
EMNE(LGREAEAIEANARAE), HNEEL
CV 2414 3.6% K 3.9%, #IE| E L CV 4 5| K 4.
38% K 3.96% , % [ BioRAD 550 A B A% (U As o
L6 ZitFEaE

GRF x ks BT, ZRBBAFESHF
#E, P< 0.05 H & X. 48X 4 47 Pearson 4 AT
%, FTH St #4148 SPSS 10. 0 8¢ T # 47,

2 &R

2.1 MERERRMEESE

FHZ 1(Table 1) 7] LLF H, 1A HCD 3 R & 6 X
Ja, RERIMIE TG 7 5l & X AL 2. 43 15 K& 2.9 1%,
BG 7354 b 80% }% 39% . % HFD 3 KK 6 KT,
KR TG 4 A% B 2.3 50 1.6 5. P4
I 3€ TC #1 HDLC /K~F 5% B A TEH B2 57 .

Table 1. Comparison plasma lipids and blood glucose levels in rats (x s, mmol/L).
Control HCD HFD
Index
(n=12) 3d(n=6) 6d (n= 6) 3d(n= 6) 6d (n= 6)

TG 0.44%0. 19 1. 07 £0. 31¢ 1.28 0. 21¢ 1. 01 %o0. 30° 0.70 *0. 33*
TC 0.90 %0. 20 0.90 *0. 12 1.08 0. 32 1.02 0. 16 0.91 0. 28
HDLC 0. 34 £0. 09 0.29 %0. 08 0.34%0.03 0.36 £0. 11 0.25%0.05
BG 8.09%1.61 14.57 5.4 11.24%1.7°

a: P< 0.05, b: P<0.01, ¢: P< 0.001, compared with control group.

2.2 IR R BRI ZR G 25 SR
FH % 2(Table 2) 7] WL, 78 HCD 547 HFD 3 K X 6
RJa, PT J¢ APTT 3500 A B 46 K2 ( P< 0. 05) «

T HCD 6 K 4 HFD 3 K J&, FG 4 334N 84% K
122% (P< 0.05 A1 P< 0.01) . % HFD 6 X5, FG
BT, RAPLT & CT BWABHLEEZER.
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Fz2. MMRHBRERIAZSHENESER.
Table 2. Platelet counts and other clotting parameters in rats (; E5).

e Control HCD HFD

(n= 12) 3d(n=6) 6d (n= 6) 3d (n=6) 6d(n=6)

PLT (g/L) 165 T44 179 £78 157 £50 168 66 155 46

CT' (min) 1. 37 0. 46 1.09 £0.23 1.01 £0.20 1.63 0. 47 1. 36 £0. 35

PT (s) 16. 40 £2. 60 9.85%0. 89° 10.24 £1.19° 13.210.90° 12.5%2. 00"

APIT (s) 27.55%3.78 20. 60 4. 56" 1.98 3. 72" 21.5%4. 10 20.2 £3.20¢

FG (g/L) 7.41%2.32 9.51%3.77 13. 64 8. 88" 16. 45 £8. 75" 8.3512.04
a: P< 0.05, b: P< 0.01, ¢: P< 0.001, compared with control group.
2.3 AARFREEMEEERARMEZIE  HFD 3 K& 6 KJG, PAI-1 G BN A B IF B3

PHNHIFI 1 5EM
HH3 3(Table 3) 7] L, 18 HCD 3 K & 6 K4,
PAF1 VGBS A F R E A E(P< 0.01) . 1

FHE(P< 0.05 Al P< 0. 01), HF4 £ PA i MBS
T B B 5

3. AR REBREIEYRABERERZEIIIHIF-1 IR
Table 3. PAF1 activity and t PA activity (x *s).
Control HCD HFD
Index
(n=12) 3d(n=6) 6d(n=06) 3d(n=06) 6d(n=06)
+PA (kIU/L) 0.30%0.03 0.35 0. 11 0. 32 £0. 008 0.32%0.02 0.32%0.01
PAF1 (KAU/L) 0. 34 £0. 07 0. 43 £0. 05" 0. 44 £0. 04 0.44 0. 15° 0.47%0.11°

a: P< 0.05, b: P< 0.01, compared with control group.

2.4 [MBEFNMAES MBS BAHE XS
MM RMY, L% TG 5 FG & PAF1 iE 1S
IEAMHK(P< 0.01), TG 5 PT K& APIT 2 A K(P

<0.05) . MK TC KL FG 2IEMK(P< 0.
01),HDLC 5 CT J2 PT 2IEMHK(P< 0.01 8 P< 0.
05), JILF 4(Table 4) .

F 4. MERMIHES MRS EIEXES .
Table 4. The correlation coefficient of plasma lipids, blood glucose and blood coagulation related parameters.
Correlation coefficient CcT PLT pr APTT PAF lactivity tPA activity FG
TG - 0.248 - 0. 006 - 0. 500" - 0.439° 0.611° - 0.073 0. 667
TC -0.02 - 0.052 - 0.141 - 0.067 0. 286 - 0.085 0. 734"
HDLC 0. 449" -0.04 0.372° 0.231 - 0.221 - 0.002 - 0.04
BG - 0. 108 - 0. 150 - 0.144 0. 106 0. 125 - 0.024 0. 588"

a: P<0.05, b: P<0.01

3 ifig

MK TG 3 ZEAF 1 7L BE UKL ( chylomicron, CM)
Je W AR % BE R B A (very low density lipoprotein,
VLDL) o AMEPE(RE &) fEi £/ T B O, 3@ i
WEE NG . 10 2 g s 1 55 AT AU %
NN IENE TG, UL VLDL FE B WA L. AL
Bt 25 K SR B IR £, £ TG LA VLDL B B #%
IIUWANIL, T8 R P U v I = R I R

T, BN TG SN K RARN, T o M
=R IAE . SEISgE R EIR, WS 3 KA 6 KE,
I bE 5 I AR AP B & v, Fodr, 3 KRB I3 TG A& X
FRZH I 2. 43 £i5, 6 R4k & T, 1 MLAE K F 3 KE
ILBEAE, 6 KRB O A BT EIVE, A B A A&
MK TC X HDLC 5X A EEEEZR. X5k
RO R e gt AR, BN OV 3L Y YR TE R =
e e KRB s, Wmfs 3 KM 6 KJE,3 K
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I 1M 2% TG Bkt HZH B B 7t /&1, 6 RIS LK TG H A
TR, B HR A B B . 3R TC & HDLC
ERANLEEEER. SRRV, oRhEL K
SR AR i H Ve = B AR AR A

WF TR, MG o R WA 2 0 % 38k 2
245 1A P S 0w fa afge e AE Y  TE SR Y 2
RERN MEHHH=HELXPH—MEEF
R Kjake 7 ERF A BIRE A, R EE & H
=M VLDL(HTG-VLDL) i & 3, VLDL-TG 7K *F-
FhE A VIL XLV IX SR 48 2R 3 KA 1 e 1f (&)
TGRS . ARSI b s B AR I B I IR A v AL AR
FE () PT s B pAy 9050 14 48 If 34k 428 V6 AL F2 B2 1) APTT
TE 50 1 B 2 % v I T £ A ot LA #0 B JE 4 ,
HPT 1 APIT 5 TG ¥ EHiAHK. XA e & HTG
VLDL J CM {5 %k ifil PR 735 PR3 w1, 51 K & 4% 1T g
AR ST o s AL V% 1 3 5, PT A0 APTT BH B 46 %50

PA 1 PAF1 24015 R 40 B 2 1) AR B )
Ji. tPA BB RGMMEENE T —, HIgE 2R
fRA Y8 B (JR) N EEET= Y (FDP) , kAt 7K fif
Z UM F . PAF1 72 = BN HIF, P& 1P
WTYERE ML 45 ¥ R B Th e IEH 1 7> B 2, Mehta
LB R R B O B IS TG KT 5 PAT 54
BIEHX%. Li %" K Eriksson 25 % BLLE N B 8 ik
PN 2 At % 77 55 HR i\ HTG-VLDL f# PAF1 mRNA
FISH AN N-VLDL e 4 5 2. #— 2RI,
PAF1 R BT XA VLDL Mo, 24 PAF1 3
KB 31 X A 4G/5G BB, VLDI-TG 5 VLDL v
ToESE S, 8 PAF1 mRNA & %k, AT #0461 45 0%
B AR EOR, mERESA R ERESA
PAF1 EMEEO 40 B 2 T s, B PAF1 W& 15 TG
BIEM K, 5 Mahta R E M. X AT EEZ H T
HTG-VLDL 5 PAF1 J [5 J5 5 ¥ X VLDL J= % 7t {4
R, SR, PAF1 & RN 43 WA G BT 3.
Tabengwa 28 "' 75 3% 37 (9 N JB7 & Fik P 5z 41 Ao i 00 0
F, n N\ HTG-VLDL #in N N-VLDL BE{# -PA & A
R TRA 3% o RITREEDHTRIL, -PA R 5
PR ST X 2.2 kb F BL ARG 5t i 5 T 1 #O FH
& 741, HTG-VLDL & it 5 BH3& ¥ %11 4E F i B A S
B B & M AT A 21 VA TE 1 BRI o (E ARS8 =y W i
BHEEEREEH cPA WEESXT A TR Z 7,
H +PA W&PES TG ToAH A, R ERIFE TG 35
PA Tk FRAK, 57 e g AR, 0 AT 8 i T
PAF1 3, 5 £ PA 45 &M 4E ¢ PA KIEHTE

o E AR A 4R ORI A FAE

80 FARHIH, e PR Z2 EL 45 H FG 20 o I A 1f 4%
P P v i DR 2R, LR T o 1 R R NI 2, AT B
50 B R PR WA R I B B R T R K
ALK HAE, FG 5 TG.TC Al BG R IFAHSE. A4Sk
IR SR, Hm i 6 KJa, FG Bl m g 3 R4l
B B8, X AT AR BT KR B SRR T E
BRI, 6 RIFILHE TG t 3 KA BT T AL, th
AT e T A MA 2 R .

IeAh, AR SEEGAH G/ HT R B, HDLC 5 CT.PT 2
IEMISE, B HDLC Xt 2R e3 A — & I 1E
P27~ HDLC 7EB 12 kA 4k, K T 1A% 77 o Hh 2 L
— B . Bz, To R mpE S| R I R M
=R AR, 3 v i S PR AR v v = ILE,
IR 2TV R G0 2 1) 1) P 1 2R 0 4T 8, 5k 1fL R e vt
PEIEIN, 259 R G i 1 R, A I 2 s etk A 3 1
B AT AT R - BT DA, 32 5 F 6w o A BB 2R i gt
i, SPYEREI R Sk AT RS ThREIE H, TR O
G LA A B R
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