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[Abstract] Objective: To explore effect of compound Shengdi mixture (CSM) on janus kinase (JAK)/signal
transduction and activator of transcription (STAT) in mice of systemic lupus erythematosus. Methods: Totally 30
MRL/lpr mice were randomly divided into model group, CSM group and prednisone group, with 10 mice in
each group. And 10 female C57BL/6 mice were used as blank group. The mice were given CSM liquid
medicine (27.7 g/lkg) by gavage in CSM group, and prednisone tablet suspension (12.3 mg/kg) by gavage in pred—
nisone group. The mice were given 0.9% sodium chloride solution by gavage (0.3 mL per time) in the model
group and blank group, once a day for 8 weeks. The general situation, death and spleen index were observed.
The levels of interleukin-2 (IL-2), interleukin—17 (IL-17), anti—-ds—DNA and immunoglobulin G (IgG) in serum

were detected by enzyme-linked immunosorbent assay (ELISA). Western blotting was used to detect the expression
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of janus kinase 2 (JAK2), phosphorylase JAK2 (p—JAK2), signal transduction and activator of transcription 1
(STAT1) and phosphorylase STAT1 (p—STATI) proteins in mice. HE staining was used to observe the pathological
changes of kidney tissue. Immunohistochemical staining was used to detect the positive expression of p-JAK2.
Results: There was one mouse died in the model group, CSM group and prednisone group, and there was no
mouse died in blank group. The model group showed higher spleen index than blank group (P<0.05). The CSM
group and prednisone group showed lower spleen index than model group (P<0.05). The model group showed
higher levels of serum IL-17, IgG and anti-ds—DNA than blank group, while lower level of IL-2 than blank
group (P<0.05). The CSM group and prednisone group showed lower levels of serum IL-17, IgG and anti-ds—DNA
than model group, while higher level of IL-2 than model group (P<0.05). The model group showed higher protein
contents of JAK2, p—JAK2, STAT1 and p-STATI in renal tissue than blank group (P<0.05). The CSM group
and prednisone group showed lower protein contents of JAK2, p-JAK2, STAT1 and p-STATI1 in renal tissue
than model group (P<0.05). The model group showed higher positive expression of p—-JAK2 in kidney than
blank group (P<0.05). The CSM group and prednisone group showed lower positive expression of p-JAK2 in
kidney than model group (P<0.05). Renal pathology in model group showed that mesangial cells and endothelial
cells proliferated and inflammatory cells infiltrated in a large range. In CSM group and prednisone group, a
small amount of mesangial cells and endothelial cells proliferated, with slight inflammatory infiltration and mild
renal tubular degeneration. Conclusion: Compound Shengdi mixture may inhibit the expression of inflammatory

factors and antibodies through inhibition of JAK2/STAT1 pathway.
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