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[ Abstract ] Objective To detect and analyze the expressions of serum inflammatory factors in chronic renal
disease (CKD) rats with vascular calcification by antibody microarrays. Methods Thirty SD male rats were randomly

divided into control and model groups. The model group was treated with adenine gavage and adriamycin caudal intravenous
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injection to establish a model of CKD with vascular calcification, while the control group was given corresponding saline
treatment. Twenty-eight days after administration, the levels of serum creatinine, urea nitrogen, blood calcium and blood
phosphorus were measured. Sirius red staining, HE and von Kossa staining were used to detect morphological changes in
renal and aortic tissues. Immunohistochemical staining was used to detect the expressions and distributions of a-smooth
muscle actin («-SMA) and Runt related transcription factor 2 ( Runx2) in the aorta. Antibody microarray was used to
detect 27 inflammatory cytokines in serum samples from the two groups. Results Compared with the control group, serum
creatinine, urea nitrogen, calcium, and phosphorus levels were increased. Sirius red staining showed marked renal fibrosis,
and HE and von Kossa staining showed elastic fiber rupture and calcium deposition in aortic media. Immunohistochemical
staining showed that the expression of a-SMA was decreased and that of Runx2 was increased in the model group compared
with the control group. Antibody microarray results showed that compared with the control group, the levels of CINC, GM-
CSF, IFN-vy, IL-1a, IL-6, MCP-1, ICAM-1, TIMP-1, L-selectin, IL-2 and IL-10 were increased by different degrees

from those in the control group, while 1L-4, 1L-13, fractalkine, IL-13 and TNF-a were lower than in the control group.

Conclusions
in which proinflammatory factors play a leading role.
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Table 1 Blood biochemical indexes of the two groups

SN X AR 2 IR
Indices Control group Model group
AR (mmol/1) 3.06 + 0.37 45.55 + 11.72"
Urea nitrogen
=SS J./L
ML LR (pmol/ L) 12.66 + 6.05 223.00 + 58.82*
Serum creatinine
W /1 .
B (mmol/1.) 1.54 = 0.47 438+ 132"
Phosphorus
#5 (mmol/1) 1.72 £ 0.47 2.46 +0.12"
Calcium
S XHRA E, * P< 0.05, % P< 0.01,
Note. Compared with the control group, * P< 0.05, ** P< 0.01.
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Figure 1 Comparison of gross morphology of the

in aortas two groups
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Note. A: Control group; B: Model group.

Figure 2 Comparison of aortic calcification in the two groups
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Figure 3 Immunohistochemical staining of the aorta in two groups
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Figure 4 Comparison of the pathological changes in renal

tissues of the two groups
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Note. A Control group; B: Model group.

Figure 5 Serum antibody chip scanning results
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Note. A Control group; B: Model group.
Figure 6 Increased cytokine expressions in the model

group compared with the control group

FEFR M 80% 1 CKD 5 1) H 34 17 16 e Ik sl Bk 45 4k
50% 1) 1 35 5 R 3l ik 85 4k AL 43 ((Agaston PE43) >
400, $ 71 i RUBS O I 45 S, X AR BTG 3~ 5
W1 CKD B i — I 5% 2 BRI 45 A A 0l 4
FEAV B K He Ay I 5 3K 79% F 47%° . CKD H 2%
I & MAEES AR B EE 5 52 2%, T B e 530 i 45 45 1k
B IRLYE 2746 bi S IR Y7 7 2% 0 ) PR S G R 38m 7 aln
AR A, B AT E N AMR £ 2EE A R R AE T
Al o E A s 0 O S 5 1 A TR S
R ARARG I 1 B — 3l b () e PR, BB
PRI 1 A WA

AWFFE IS 4T KB 150 mg/ (kg-d) BRIERS TR
RRGEZHEE 28 d BA E K EF KIS 3. 0 mg/kg
(IF S NTB 0 A L AW = @ 5 o =9 = W
B /NER BN B 0 A0 A8 P S O & I A



14 R P PR A 2R 2019 4F 1 4529 45 1] Chin J Comp Med, January 2019, Vol. 29, No. 1

5000+ A
4000 4 EEB
3000

(ERZI
Signal value
—1
oo
oSO
(=X

K X >
N Y \\),\ 'S

$ KL ¢
& & E D
& o%%e@* N

&

ALK R BB

B 7 BB A R SR T B A
Note. A Control group; B: Model group.
Figure 7 Reduced cytokine expressions in the model

group compared with the control group
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