B EY¥5IEK 20134 3 A% 10 %% 6 3 Lab Med Clin, March 2013, Vol. 10,No. 6

70 AL T TR B G B Bk R A TR L 53 R BE R Y
EHIEIRNE

Hiow  ERRR TR PESRFFZWBER,TH &% 210001)

GEE] B UETOCHAMESER LHRBHERLLREGBR TR, FiFE L2RAFBZXRILE
MoK ABL.B2.B3fe B4 L, A6 R.4FTE@MBR%R.2ABRAFERG SR p53 LB 44 ,B1.B2.B3
Fo BA 4049 R AT HRMAARKA.CASRNRERGMENIK,F 10 AR THRERG A4 4 ps3 AR, 12
AR A RFT 4824 h AT 2 k4 (F B pe b oab b A A B ik A & 5 30 bk B AF AR AL ) B e 3R 2 A
% 3AARBI.B2.B3ASHNLFTORBESANT . FAN T S ERETFTA.BLBFARBE, RFHH TR,
B 5 R T R WA A A AT L Ao ] B A2 B B (TCO) , Z B H b (TG) . & % B & 4 iz B 8 (HDL-C) A& % &
s & & = B 8 (LDL-C) & F .3+ 5 LDL-C/HDL-C,.TG/HDL-C % TC/HDL-C {4, &8 KA+ R%K 12 A5,
B1.B2.B3 #= B4 A 5% % % TC.TG.LDL-C #= HDL-C KP4 A AW 2H &, £ F A %43 F F XL (P<<0.05);Bl 4
TC.TG.LDL-C & F4&F B4 28, £ F A %it 5 & L (P<<0.05);B3 42 TC,LDL-C,HDL-C K -F1& F B4 20, 2 % A
%ot % & L (P<C0.05);B1 41,B2 41.B3 41 LDL-C/HDL-C,TG/HDL-C % TC/HDL-C tfi 5 B4 b4 £ 90 2 £
F(P>0.05);B1 48 TC,TG,LDL-C.HDL-C X F %5 B3 Za48 % , £ % £ %3t % & L (P>0. 05);B1 48 TC & & F
B2 4, £ RF A% FELP<0.05), Hif TORBESHR R RBHFRIL G R LA —F G TER.

[XBHER] ToRBAE; WRBHERNL; 3k, LEHK

DOI:10. 3969/j. issn. 1672-9455.2013. 06. 005 X #f#REL:A X EHS:1672-9455(2013)06-0649-03

Observation of biochemical markers of Ningxintong Granules in interfering atherosclerosis vulnerable plaques in rabbit
model” PAN Ren-zhi, WU Tong-qi , GU Ning” ( Third Af filiated Hospital , Nanjing University of Chinese
Medicine , Nanjing, Jiangsu 210001 ,China)

[Abstract] Objective To investigate the effect of Ningxintong Ggranules(NXTG) on stabilizing the athero-
sclerosis vulnerable plaques in rabbit model. Methods 42 healthy new Zealand white rabbits were randomized into
the group A,B1,B2,B3 and B4. The group A(n=6) was fed with standard chow, then underwent the balloon-induced
damage 2 weeks later,and transfected byexogenous p53 gene. The group Bl (n=9),B2(n=9),B3(n=9) and B4(n=
9) were fed with the high cholesterol diet for 2 weeks, then underwent the balloon-induced abdominal aortic wall inju-
ry. At the end of 8 weeks,recombinant adenovirus carrying the p53 gene was injected through a catheter into the aor-
tic segments rich in group B. After 2 weeks,all of the remaining rabbits in the group B underwent pharmacological
triggering with injection of Chinese Russell’s viper venom(CRVYV) and histamine. At 3 weeks, the group Bl was trea-
ted with high dose of NXTG,the B2 group with normal dose of NXTG, the group B3 with Xuezhikang and the group
B4 was as the baseline control group. At the beginning of the experiment and 12 weeks,blood samples were collected
for measuring the lipid profile, which including TC, TG, LDL-C, HDL-C,LDL-C/HDL-C,TG/HDL-C and TC/HDL-
C. Results After 12-week high lipid diet, compared with the group A, the serum lipid levels (TC, TG, LDL-C and
HDL-C) in the group B1,B2,B3 and B4 were significantly increased (P<C0. 05). Compared with the group B4, the
levels of TC,TG and LDL-C in the group Bl were decreased significantly (P<C0. 05). Compared with group B4, the
levels of TC,LDL-C and HDL-C in the group B3 were decreased significantly (P<C0. 05) , there were no significant
differences in TC,TG,LDL-C and HDL-C between group Bl and B3. Compared with the group B2, the TC level in
the group Bl was decreased significantly( P<C0. 05). Conclusion NXTG has effects leading to stabilize the vulnerable
plaques in rabbit model.
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