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Fig.1 AA rat evaluation(n =5)
A: Rat arthritis index score; B: Rat systemic inflammation score;
C: Rat paw volume; D; Number of swollen paws; E: Body mass index;
F: Rat hind paw in normal group; G: Rat hind paw in the model group;
H: Rat paw X-ray image in the normal group; I: Rat paw X-ray image in
H I the model group; * P <0.05, " * P <0.01 vs Normal group.
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Fig.3 Histopathology images and immunohistochemical expression of OAT3 in rat kidney(n =5)

A: HE staining photomicrograph of rat kidneys in normal group x200; B: HE staining photomicrograph of rat kidneys in model group x200; red

arrows: inflammatory cell infiltration, acute tubular injury: C. Histopathological scores of rat kidneys; D: Immunohistochemical photomicrographs of rat

kidneys with OAT3 in normal group x200; E: Immunohistochemical photomicrographs of rat kidneys with OAT3 in model group x200; F: Rat kidney

OAT3 immunohistochemical expression score; ** P <0.01 vs Normal group.
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Fig.4 Expression of inflammatory factors IL-1@, IL-6, TNF-« and expression level of OAT3 in renal cortex(n =5)

A: Western blot was used to detect the expression of IL-13 in the kidneys of AA rats; B: Western blot was used to detect the expression of IL-6 in

the kidneys of AA rats; C: Western blot was used to detect the expression of TNF-q in the kidneys of AA rats; D: Western blot was used to detect the ex-

pression of OAT3 in the kidneys of AA rats; “ P <0.05," * P <0. 01 vs Normal group.
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Effects of adjuvant arthritis on renal function and expression of

organic anion transporter 3 in rats
Li Mengyang' , Wang Qianlei’, Wei Wei' , Wang Chun'
(' Institute of Clinical Pharmacology ,Anhui Medical University ,Key Lab of Anti-inflammatory and Immune

Medicine , Ministry of Education ,Anhut Collaborative Innovation Center for Anti-inflammatory and Immune

Medicine ,Hefei 230032 *The Center for Scientific Research of Anhui Medical University, Hefei 230032)

Abstract Objective To investigate the effects of adjuvant arthritis (AA) on renal function and the expression of
organic anion transporter 3 ( OAT3) in rats. Methods The AA model was established via intradermal injection of
Freund’s complete adjuvant into the right hind toe of the rats. Blood and urine were collected at fixed time points to
observe the dynamic changes of renal injury indicators. The kidney injury was observed by HE staining. Immuno-
histochemistry and Western blot were used to detect the expression levels of OAT3 protein and inflammatory factors
interleukin-6 (IL-6) , interleukin-13 (IL-1B) and tumor necrosis factor-a ( TNF-a) in renal cortex. Results
Compared with the normal group, the arthritis index score, the secondary paw swelling, the number of joint swell-
ing, and the whole body score of AA rats significantly increased (P <0.05). The X-ray results showed that the AA
model rats had soft tissue edema and bone deformity. Biochemical indicators showed that the renal injury indicators
of AA rats were significantly abnormal. The results of immunohistochemistry and Western blot showed that the ex-
pression level of OAT3 in renal cortex of AA rats significantly decreased, while the expression levels of inflammato-
ry factors IL-6, TNF-a and IL-1p significantly increased (P <0.05). Conclusion The renal injury of AA rats
may be related to the decreased expression level of OAT3 and the increased expression level of inflammatory factors
in kidney.
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