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[ Z] B KILEEIEE-X (Tenascin-X, TNX) 514 N F2 4o br G4 CD34 7F ApoE IR /N BRL( apolipoprotein E gene
knock out mice, ApoE " mice ) N KHERE AL BEERTE G R H 10 Sl A 18 SRV B A . 73k miIR AR ApoE /N T 8l
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FEFKMAETFRA IMLL O Y (R HE G (UL T S IR H A i I A T HE A 80 R e e A o . S5 5R - SER AU AR &
H (low-density lipoprotein, LDL) . B JH[E P (total cholesterol , TC)ZKETEA I H I = T X BRLL(P < 0.05) . Bl dEARHHA] R HE4 , 52
S0 2 B S i RS R BRI BV T T R AR BT I (BRERR T AR : F=31.473, P < 0.001; BESR I RRVAS I I AR : F=178.422, P < 0.001)
BEHLA TNX 5 CD34 123k B Bl () 3R [A) A8 M4 22 , 1 75 36 Sl ik e 2 , O HL TNX 5 CD34 PRl 4 4 7E2T 4k
T oAt J il 8 ik LA IEAR G (r=0.87, P < 0.001) o TTIXT HRZA AR WL BEHIE IR, Z518 < Tenascin-X FI CD34 (F ik it b
RPN 22, B (B b A 2R XA L, TNX AT GE S BRESR A e MR UIAR G
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Expression and correlation of tenascin-X and CD34 in atherosclerotic plaque formation
Zhou Ming, Huang Junwen, Chen Ting, Song Jiacheng, MA Zhanlong
Department of radiology ,the First Affiliated Hospital of NMU , Nanjing 210029, China

[Abstract] Objective: To detect dynamic expression of Tenascin-X (TNX) and CD34 (marker of vascular endothelial cell) and
explore the correlation of both in formation of atherosclerotic plaque in apolipoprotein E gene knockout mice (ApoE” mice). Methods:
The experimental group of atherosclerotic model was established in ApoE™ mice fed with a high-fat diet, and the normal C57BL/6 mice
fed with normal diet served as the control group. Blood lipid levels were measured and blood samples of aorta were collected at 8 th, 12 th,
20 th, 28 th, and 36 th week after feeding respectively. Oil red O staining and HE staining were used to observe the pathological
changes of the aorta, and the quantitative histological and immunohistochemical were analysed meanwhile. Results: The experimental
group of low-density lipoprotein (LDL) , total cholesterol (TC) levels in each period were higher than the control group (P < 0.05). With
the extension of modeling time, the plaque area and plaque area/lumen area ratio were continually increased in experimental group
(plaque area: F=31.473, P < 0.001; plaque area/lumen area: F=178.422, P < 0.001). The expression quantities of TNX and CD34
increased along with feeding time extendins, and both of them were most expressed at 36 weeks. The TNX and CD34 positive
microvessels were highly expressed around the fibrous cap and lipid core, and both were positively correlated (r=0.87, P < 0.001).
However, there were no significant formation of plaques seen in the control group. Conclusion: The expression of Tenascin-X and
CD34 increased with the progress of plaque, and the expression sites of Tenascin-X and CD34 in plaque were similar. TNX may be
closely related to plaque stability.
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Figure 1 The weight change in ApoE gene knocked out

mice
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Table 1 Blood lipid levels in two groups of mice at different feeding times

(n=5,mmol/L)

215 TC TG HDL LDL

X REZH

8 J& 251 £0.15 0.54 £ 0.09 1.44 £0.14 0.74 £ 0.08
12 )& 2.92 +0.56 0.63+0.17 1.50 +0.17 0.83 £0.12
20 4 3.57 +0.19 0.67 £0.11 1.77 £ 0.20 1.13 £ 0.09
28 J& 3.70 £ 0.11 0.79 +0.15 1.98 +0.12 1.35+0.15
36 J4 4.03+0.10 0.82+0.18 2.14 +0.09 1.58 +0.18
SR e

8 J 13.99 + 0.85" 0.63 +0.15 1.43+0.19 8.50 = 1.04"
124 17.46 £ 1.79" 0.75+0.14 1.54 +0.11 10.65 + 0.66”
20 & 2239+ 1.61" 0.81 +0.10 2.01 +0.15 11.37 027"
28 J4 26.82 + 1.74" 1.37 £0.12° 249 +0.17 12.91 = 0.55"
36 & 29.05£2.11" 1.95+0.10" 2.85+0.12" 13.83 +0.61"

S [a] R /N B E, " P< 0.01,"P< 0.05.
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Figure 2 Observation of aorta by HE staining and oil red O staining in ApoE gene knocked out mice
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Table 2 Comparison of plaque measurement in the exper-

imental group of mice (n=25,mm’)
rlFE 4] PA LA PA/LA
8 Ji 0.03 £0.01 0.79 £ 0.15 0.04 +0.01°
12 0.10 +0.03° 0.80 +0.23 0.12+0.01°
20 A 0.25 +0.08" 0.83 +£0.21 0.28 +0.25
28 Ji 048 £0.11° 0.81 +£0.20 0.52 +0.08
36 J# 0.67 £0.12° 0.78 +0.22 0.87 +0.07°

. LSD /MM PRI L4, P < 0.05,
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Figure 3 The expression of TNX and CD34 in different stage plaques detected by immunohistochemical staining of experi-

mental group (%200)
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Figure 4 The positive area ratio of immunohistochemical
staining of TNX and CD34 in ApoE gene
knocked out mice
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