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Lipid metabolism study quail high uric acid hematic disease animal model

MA Li' ,ZENG Gui-rong'”* ,ZHANG Miao-hong' ,DENG Qing' ,ZHANG Dan' ,PAN Shan-qing' ,JIANG De-jian' , WANG Xiao-qjing'
(1. Hunan Center for Drug Safety Evaluation,Changsha 410331, China;2. Institute of Medicinal Plant Beijing Union
Medical College, Beijing 100193, China)

[ Abstract] Objective To study quail high uric acid hematic disease animal model and lipid metabolism.
Methods  Quail were used high fat feed after thirty days, gastric gavage adenine (50 mg/only)seven days in a row. Quail
high uric acid hematic disease animal model was set up. Observed in twenty-two days, blood was tested blood uric acid,
xanthine oxidase, creatinine( CRE) ,urea nitrogen( BUN) , triglycerides (TG ) ,low density lipoprotein cholesterol (LDL-¢) ,
hight densitry lipoproteon ( HDL ) , xanthine oxidase ( XOD ) , hepatic lipase ( HL) , lipoprotein lipase ( LPL) , adenosine
dehydrogenase ( ADA ) lipid metabolism index, joints and kidneys for histopathological examination. Results Model control
group animals blood uric acid were significantly increased (P <0.01), CRE,BUN,TG, LDL and XOD were significantly
increased( P <0. 050r P <0.01), serum CHO ,LPL ADA HDL content significantly decreased ( P <0.05). Animal toes
jointed obvious swollen after building, surrounding soft tissue swelling. X-ray showed toes bone density decrease, part of

the joint surface damage is dissolved bony destruction. Pathological examination showed joint synovial hyperplasia, there
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was a lot of inflammatory cells infiltration, part is replaced by fibrous connective tissue, Kidney tissue renal tubule and

interstitial visibled urate crystals, part of the tubular mild expansion,renal interstitial fibers hyperplasia, accompanied by a

large number of inflammatory cells infiltration. Conclusion

The model has swollen joints, kidney urate deposition kidney

injury associated with lipid metabolism disorders, pathological mechanisms and XOD increased ADA.
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Tab.1 Quail high uric acid hematic disease
model of blood uric acid levels

Ifi /R iR ( mmol/L)
A5
Dll DZZ
N popitil 133.1+6.9 168.6 +25. 8
B AR 2] 230.7 £63.0™ 374.8 +£210.5*

TE SIEWX AL, “ P < 0.05, P < 0.01,
Note: Compared with normal control group, * P < 0.05, P < 0.01,
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Tab.2 Quail high uric acid hematic disease model of kidney, triglyceride, low density lipoprotein cholesterol (HDL) content

4 A (,Liglljm (Mi}n{l]iL) (ng/1) (prilzlL/L) (Fi?ﬁu CHO(pmol/L.)
IE %R 0.13 0. 07 0.50 0. 34 0.18 0. 07 0.47 +0. 04 3.83 +£0.77 7.4+0.5
ST AR ZH 0.64 £0.52* 2.70 £1.81* 1.59 £0.71 * 2.33+0.97* 2.72+0.17"* 9.6+0.3"
W SIERXTRALLR, " P < 0.05,**P < 0.01,
Note: Compared with normal control group, * P < 0.05, * * P < 0.01,
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Tab.3 The quail high uric acid hematic disease model related lipid metabolic enzyme activity
45 XOD(ng/L) LPL(ng/L) ADA (ng/L) HL(ng/L)
15 T IR 32.7+3.2 123.4 +23.4 61.9+13.9 72.8 £22.0
RIS AR 2 38.4+2.8* 106.4 £14.8 " 30.8 £11.5* 72.4£17.9

W SIERWXT A LR, *P < 0.05," P < 0.01,
Note; Compared with normal control group, * P < 0.05,* P < 0.01,
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