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Vascular Calcification in a Modified, Adenine — Based Dietary Chronic Kidney Disease Rat Model. Deng Dai, Han Xue, Liu Wenhu. De-
partment of Nephrology, Affiliated Beijing Friendship Hospital; Faculty of Nephrology, Capital Medical University, Beijing 100050, China

Abstract Objective To explore an efficient and reliable method in model of chronic kidney disease (CKD) related vascular calci-
fication in rats for further researches. Methods Thirty — eight SD rats were randomly divided into 3 groups: 8 in control group ( normal
diet) , model group (0.75% adenine and high phosphorus diet) and modified group (0.3% adenine and high phosphorus, lactose, case-
in diet) , each group 15 only. The level of creatinine (SCr), blood urea nitrogen ( BUN), calcium (Ca), phosphorus(P), albumin
(ALB) in serum and urinary P excretion were detected every two weeks. At week 8, survival analysis was used, when the detection of rat
aortic calcium content and Von Kossa staining were performed to evaluate aortic calcification. Results At week 8, the survival rate in
modified group was significantly longer than that in model group (P <0.05). Both in model and modified groups, BUN and SCr concen-
trations increased significantly (P <0.05), body weight and ALB decreased, serum P and urinary P excretion increased (P <0.05),
compared with control group. However, the progression of these parameters was slower in modified group than model group. Serum levels
of BUN and SCr in modified group rats at week 8 were almost the same as those in model group at week 6 (P <0.05). Serum P levels, u-
rinary P excretion, ALB levels were higher than those in model group(P <0.05). The aortic calcium content in modified group rats was
greater than those in model group (P <0.05), both of which increased significantly compared with control group (P <0.05). Von Kossa
stain showed the black nodes in the arterial medial of both modified and model group rats, while the calcification score in modified group
was higher than those in model group(P <0.05). Conclusion The modified adenine — based dietary rat model showed more slowly pro-

gressive kidney failure as well as more robust vascular calcification, which is useful for related researches.
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i (g) 491.9 +13.1 361.7 £24.0° 304.6 £37.2° 247.7 £27.5" -

R (g/d) 25.6£4.3 12.7+2.3"% 10.1+3.7° 7.3+2.6" -

HEM(g/L) 39.0+2.7 33.4+1.0" 28.6+2.5" 25.5+1.9" -

JRZ A (mmol/L) 5.47 £0.92 9.38£1.43 " 30.44 +8.97° 63.33 £12.92° -

LT ( wmol/L) 33.2+4.8 220.1+6.4" 294.8 +10.5 " 359.4 £20.4" -

I (mmol /L) 2.83+0.35 3.62+0.40" 5.03+1.02° 6.89+1.56" -

J% IE Il 4% ( mmol /L) 2.29 +0.13 1.96 £0.39 2.13 £0.36 2.07 £0.24 -
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R A
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HEE(g/d) 25.7 £3.7 17.2 £4.8" 11.3+4.9*% 10.9 +4.8*# 10.3 +5.2**

M4 (g/L) 39.4 2.1 37.3+1.8 34.6+2.8 31.5+2.4°* 29.7+1.8"*

JR Z % (mmol/L) 5.47 £0.91 11.42 +3.56 28.71 £9.33* 32.58 +11.72** 59.12 £15.81*

WUET (umol /L) 33.2+3.8 165.0 +4.4" 254.3£11.6"° 335.7 +21.4° 378.7+19.9°

1fiL B ( mmol/L) 2.83 +£0.25 3.93 +0.31 5.42+1.87" 7.92£2.51** 8.44 +2.00**

5% 1F 1ML %5 ( mmol /L) 2.29 +0.23 2.18 £0.34 2.01 £0.29 1.99£0.19" 1.78 +0.15**

PR HEME (mg/d) 2.8+1.7 65.8+8.4" 88.9+6.3" 74.3 £5.0** 62.7 +23.1**
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