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(FEE) Br W E R 25 & 3 20 Bk 38 B 7 1t (atherosclerosis, AS) % i 7% & fb 1% % % f & 4 (oxidized low—density lipoprotein,
Ox-LDL), T4t & (interferon—y, IFN—y) &% % 483 18 20 9F 2 40 AS B tE AL L# . ik ¥ 18 R B 2 A Ml o f EH 4 A 4
AN HEHO6R, EFASTHRANER HA2UALTHEANERR AFRAH R AHEHE D TH2AAM(ER X
MLEE O TR BB ARAMATH, B R4k 50 1k, FTH 128, HE 26 W2+ 2 4 80 BT 0 k4
¥ L E B (total cholesterol, TC) ,# i = B (triglyceride, TG) 1% % & /it & & 2 E 8% (low density liporotein cholesterol, LDI~C) &
% J¥ ¢ % 13 B B B (high density lipoprotein cholesterol, HDI-C)4 & ,ELISA % l Ox~LDLIFN—y &, &R 5 E¥ 4 th a4
DEFHHRALA LT, FHNEZLE, Bk E Ml AERE, i TC.TG LDL-C Ox-LDL IFN—y 4 & ¥ £ % 7 & (P<0.05,P<
0.001),HDL-C 4 & B % T K (P<0.001), SAEE AL, B2 4 k4 £ 20 Bk 7 44 2 %, T ALEE 7 50 b 3 sk 40 i, il 7% TC,
TG LDL-C .ox-LDL IFN—y 4 & # & # T % (P<0.05,P<0.01,P<0.001) ,HDL-C 4 & ¥ & 7t & (P<0.05)., &¥& 17245 & o i L %
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Effects of moxibustion on medicines on serum expressions of Ox-LDL and

IFN—vy in rabbits with atherosclerosis
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(Abstract] Objective To observe the effects of moxibustion on medicines on serum levels of oxidized low—density lipoprotein
(Ox-LDL) and interferon—y (IFN—y) in rabbits with atherosclerosis (AS), and to explore the anti-AS mechanism of moxibustion on
medicines. Methods Eighteen New Zealand rabbits were randomly divided into normal group, model group, and moxibustion on
medicines group, with six rabbits in each group. The normal group was fed a normal diet, while the other two groups were fed a
high—fat diet. The moxibustion on medicines group received intervention during the modeling process. Alternating moxibustion on

medicines was applied to two sets of acupoints ["Juque" (CV14), "Tianshu" (S25), "Fenglong" (S40); "Xinshu" (BL15), "Ganshu"
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(BL18), and "Pishu"(BL20)] , with four cones per acupoint, once daily for 12 weeks. The pathological changes of aorta were observed
using HE staining. Total cholesterol (TC), triglyceride (TG), low density liporotein cholesterol (LDL—C), and high density lipoprotein
cholesterol (HDL-C) content were measured by colorimetric method. Ox-LDL and IFN—y levels were determined by ELISA. Results
Compared with the normal group, the model group showed significant thickening of the aortic endothelium, disordered arrangement
of smooth muscle cells, and massive accumulation of foam cells. Serum content of TC, TG, LDL-C, Ox-LDL, and IFN—y were
significantly elevated (P<0.05, P<0.001), while HDL-C content was significantly lower (P<0.001). Compared with the model group, the
moxibustion on medicines group showed intact aortic endothelial structure, orderly arrangement of smooth muscle cells, and rare
foam cells. Serum content of TC, TG, LDL-C, ox-LDL, and IFN—y were significantly lower (P<0.05, P<0.01, P<0.001), while HDL-C
content was significantly higher (P<0.05). Conclusion Moxibustion on medicines may exert anti-AS effects by decreasing serum
content of Ox-LDL and IFN—y in rabbits with AS, thereby reducing macrophage lipid uptake and inhibiting the formation of foam
cells.
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Fig.1 Comparison of morphological structures of abdominal aortic tissues in rabbits among different groups (HE)
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Table 1 Comparison of serum levels of TC, TG, LDL-C, and
HDL-C in rabbits among different groups (n=0, x+s, mmol/L)

21 5 TC TG LDL-C HDL-C
EW4 1.00+0.13 1.00+0.10  1.00£0.41  1.00+0.10
BRI 2.79+0.33%%% 2.04+0.10% 3.81+0.43% 0.25+0.03%%*

FE2ivtse 4l 0.81£0.27%  0.56+0.09% 1.11+0.12* 0.76x0.06*

T 5 IEH 4, #P<0.05 , %4 P<0.001 ; 58 8 4 H 3¢, *P<0.05,
#P<0.001 ,
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W32,

£ 2 FHEKEMF Ox-LDLIFN—y & £t (n=6,x+s ,mmol/L)
Table 2 Comparison of serum levels of Ox-LDL and
IFN—y in rabbits among different groups (n=6, x+s, mmol/L)
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