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[ ABSTRACT ] Aim To research the role of adiponectin( APN) in hypertension-induced cardiac inflammation and fibro-
sis. Methods  Select 12 homozygous adiponectin knockout mice (APN ™~ ) and 12 wild-type mice (WT) to establish the
hypertension model by using the trace of continuous infusion pump angiotensin Il ( Angll) (1500 ng + min, 7 d), and the control
group was given the trace of pump infusion acetic acid solution and for 7 days. The experiment is divided into four groups at
random ; the control group of wild-type mice (WT, 6), + angiotensin II group of wild type mice (WT + Angll, 6), APN ™"~ in
the control group (APN™"7, 6), APN™~ + angiotensin Il (APN™"~ + Angll , 6), using noninvasive blood to pressure mice
tail artery blood pressure, detecting the content of sSICAM 1, sVCAM 1 and vWF in serum by using the method of ELISA.  Myo-
cardial tissue masson staining was used to observe cardiac fibrosis, a-SMA immunohistochemical method to observe the formation
of muscle fibroblasts, HE staining to observe the inflammatory cells infiltration, western blot method to measure TGF-8, TNF-a
protein expression. Results Compared with WT group, the blood pressure of WT + Angll group begins to rise at the next
day , and the blood pressure increases obviously (P <0.05) for seven consecutive days, which explains that the building is suc-
cessful.  Compared with WT + Angll group, the blood pressure of APN "~ + Angll group increases obviously (P <0.05), in-
flammatory cells infiltration increases obviously (P <0.05), the content of SICAM 1, sVCAM 1, vWF increases obviously, the
expression of TGF-B and TNF-« is upregulated obviously, a-SMA + muscle fibroblast populations increase (P <0.05).
Conclusion In the process of high blood pressure caused by cardiac fibrosis, adiponectin maybe protect vasc ular endothelium

injury, inhibiting inflammatory reaction, thereby inhibiting cardiac fibrosis.
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Figure 1. Blood pressure change trend chart of each group in 7
days(x £5s)

*® 1. APN MMERKE D FSHEMENRME
(x£5)
Table 1. Effect of APN on blood pressure of high blood

pressure mice induced by angiotensin II (x +s)

5% i

| n x +s(mmHg)
WT 41 6 90.7 £5.79%4
APN 4 6 97.6 £2.951°
WT + Ang IT 21 6 144.3 +9. 499"
APN ™~ + Ang T 41 6 164.6 +12.773"

a N P<0.05,5 WT +Ang T4 [b%i;b 0 P <0.05,5 APN~/~ 4k
;e hP<0.05,5 WT 4ltbd;d F P<0.05,5 WT 4 b4,

2. APNMMERKE N FSHBMENRME N EEIE(x =)

Table 2. Effecf of APN on the vascular endothelium of high blood pressure mice induced by angiotensin II (x +5)

| n VWF SICAM-1 sVCAM-1

WT 4 6 33.75+0.79 12.59 £0.33 34.87 £23.162
APN ™/~ 4§ 6 32.33 +1.76 13.98 +0.31° 142.56 £25.123°
WT + Ang I 41 6 36.88 £1.42° 14.98 +0. 29" 296.41 +25.123¢
APN™~ + AngIT 4 6 41.46 £2.361" 17.97 +0. 544 398.97 +39.723"

aN P<0.05,5 WT + Ang T 41 4 ;b 8 P <0.05, APN =/~ ZHHH ;¢ N P<0.05,A 5 WT H A ;d F P<0.05,5 WT 4,
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2. Masson & W2 ALEF4EK ( x 100)
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Figure 2. Masson staining to observe the myocardial fibrosis( x 100 )
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Figure 3. Masson staining to observe the myocardial fibrosis( x 400)
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Figure 4. HE staining to observe the inflammatory cells infiltration( x 100)
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Figure 5. Immunohistochemical a-SMA staining to observe the formation of muscle fibroblasts
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3. APNMIEEKRE I 5 TGF-B & TNF-a RikH
M (x £5)
Table 3. Effect of APN on TGF-f3 and TNF-« expression in-

duced by angiotensin II (x £5)

| n TGF-B TNF-a

WT 41 6 0.630 £0.079¢Y  0.934 £0.067%
APN~/~ 44 6 1.177 £0.016°  1.096 +0.073°¢
WT + Ang I 4 6 1.133 £0.018%  1.243 +0.054
APN~~ + AngIT 41 6 1.510 £0.050™  1.645 +0.033%

ah P<0.05,5 WT +Ang T 4L HLEE ;b S P <0.05,5 APN /- 4l tk
e N P<0.05,5 WT 44 ;d i P<0.05,5 WT 4 H#

TGF-8

TNF-«

B —actin

6. EEERMKEXMMERKE I 5 SH TGF-p
TNF-oa RiEHISSME AN WT4,B} APN /- 41,C H WT +
AngIl41,D 4 APN "~ + AngIl 4,

Figure 6. Effect of adiponectin knockout on TGF-f and

TNF-« expression induced by angiotensin 1I
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