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Effects of heat-clearing, damp-drying and stasis-dissolving method (i # 4 8 4 #% 3% ) on lipid metabolism
and in flammatory factor of rat with hyperlipemia ZHENG Qiong-li, MAO Li-na, DI Ming, LI Lin-min,
WANG Sun. Wuhan Hospital of Integration of Traditional and Western Medicine, Wuhan 430022, Hubei,
China

[ Abstract] Objective To observe the effect of preventive administration of composite traditional
Chinese medicine (TCM) drugs with heat-clearing, damp-drying and stasis-dissolving ({% #4RB L) actions
on the serum lipid content and inflammatory factor in rats with experimental hyperlipemia, and to approach the
possible mechanism of the composite drugs to prevent and treat atherosclerosis. Methods Fifty rats were
randomly divided into four groups: control group (»=10), model group (n=10), fluvastatin group (western
medicine (WM), n=15), heat-clearing, damp-drying and stasis-dissolving composite prescription group
(TCM, n=15). The rats were fed with high lipid fodder to prepare hyperlipemia model. Beginning from the
5th week and lasting for 8 weeks in both groups, the composite TCM drugs were intra-gastrically administered
into the rat models in the TCM group, and fluvastatin, in the WM group as a preventive measure. At the
end of 12th week, the blood in the abdominal aorta was obtained to measure the levels of serum total
cholesterol (TC), triglyceride (TG ), high-density lipoprotein-cholesterol ( HDL-C), low-density
lipoprotein—cholesterol (LDL-C) and C-reactive protein (CRP) in various groups. Results Compared with the
control group, the serum contents of TC, TG, LDL-C, CRP in the model group were increased obviously,
and the content of HDL-C was decreased significantly (all P<C0. 01). The contents of TC, TG, LDL-C, CRP
in TCM group were much lower than those in the model group, and the level of HDL-C was much higher than
that in the model group (all P<{0.01). The comparisons of serum levels of lipids between the TCM group and
WM group had no statistical significant differences, but the amplitude of lowering of serum CRP level in the
former group was more significant than that in the latter group (P <{0.05). Conclusion Heat-clearing,
damp-drying and stasis-dissolving prescription can effectively regulate the lipid metabolic disorder, inhibit the
level of inflammatory factor CPR, and improve the vascular endothelial cell function, thus it may play a role of
inhibiting atherosclerosis.
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1 #EEH®
1.1 ZRFHYRHEY. 50 REREHE Wistar X
B, RE (200200, WA ML AL RAY RS
L. BRABRSBAFEFHEE XK. BR].BE.=1
HUTFRATHM A SAR BRNTHAHE
ZAERHAP oKL T HARBERFHRF,
R 3 W I LMER BN 75% M Z B3R B, g
WIS ED 4 kg/L IREHZR X RR AR
RABT(EHBRBY, BEHALERME, #S.
X0223), BFR I L HE K ER 20 g/L IERR
B HAEH YT AKER 20 ).
1.2 SYHARFEIRMAESYEEHNE . KREH
HEK LB TFRES AN RA (=10 1
H =10 S RAIT> B (BEHH,n=15). B #H
BBAFPHETAPHL n=15), HRERE
F1AMEHYXRERE, FTRAKXBE 20 g/d
MR A X AR, oAl 3 A RBLL 20 g/d BHEFNR
AR (R AR RS M S I AL B T R
EEENRHmR), EEBK 127, TESHAF
B RAHAKRRATHMBREARY 10 ml/keg ¥
B EAHA TREMERB 10 ml/kg #H ;X R
4 ENAHFEREELKEE, SH4EM 8.
1.3 REHERRFE:-S4ARELREREER
12 b, e S48 5 ml/kg BREE A B A 5
BkE 8 ml,7E 4 CF &4 10 min, B E4A A .
1.3.1 i ¥ o A8 7K - W %8 - LA RE B A 41 AL B 4
ALY §5-4- 8 2 T & L Ak F1 B ¥k (CHOD-PAP) # %€
BEERE(TC); K nh BB EiL 8- WAL Y B6-4-
B % Ak B B (GPO-PAPYRI E =Bt
(TG); At RN TR EN ES T EREA B E
EMHDL-OFE , REEZXAEMAPESLEL
YR ERBAERAFDREABHT  EEERESR
[ 8% (LDL-C)#% Friedewald AKX i+ 5& .,
LDL-C=TC—(1/5TG+HDL-C)
1.3.2 MmECREEACRP)KEME: RHB
M E CRP, BERANAE (W E LEHED
EYBARGEA D RAR®T.
1.4 GH¥AH.FEUHBLHEEG@LIR
7N, SPSS 15. 0 Gt AT ER T 4
. P<0.05 HEREHHEEX.
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TC.TG,LDL-C §BE¥HE A .HDL-C 3 EH S
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# TC.TG.LDL-C /K ¥ # & ¥ B & , HDL-C X ¥
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A RFEIRIT N E R LG E B (P $5>0.05),

1 SEEARMMMAER CRP K E B G+s)

FL ] 11 §% (mmol/L) CRP
9 ¥ TC TG HDLC LDLC (mg/L)
A 10 1.63£0.21 1.03+0.13 0.8940.13 0.53+0.16 2.3440.33
BAA 8 2.5740.29° 1.4740.21* 0.63£0.08° 1.64:£0.29* 4,.14+0.53
BHA 12 1.9940.22° 1.1940.16° 0.73+0.11° 1.0240,28° 3.5510.42°
BAE 14 2104028 1.094£0.18° 0.79+0.14° 1.10£0.27° 3.0340,46%

B S RARK, P<0.01; HH A4 W, P <0.05,°P<
0.01; 5FEHH LB, P<0. 05
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