
Acute kidney injury(AKI) is a clinical serious disease caused by many situations,such as 
decreased effective intravascular volume,medications and sepsis and so on.But there are 
not effective therapies methods. M2 macrophage participates in repair process and
promote fibrosis after AKI.Currently,glucocorticoids and immunosuppressive drugs mainly 
inhibit lymphocyte,but have no function in M2 macrophage.

Objectives
a.Taking M2 macrophage as a therapeutic target, we trend to screen drugs from Clinical 

medications.
b.Research their roles and related mechanisms in post -AKI renal fibrosis.

Methods
a.Review the literatures and find drugs that may have therapeutic effects on M2 

macrophage.
b.CCK8 test used for preliminary screening of drugs.
c.Edu incorporation and Annexin V were used to study the effects of drugs on M2 

macrophage proliferation and apoptosis.
d.CCK8 test study the toxicity of drugs on renal cells.
e.Created uIRI and UUO renal fibrosis model and used Sirius red staining,collagen I 

immunohistochemistry and Fibronectin(FN) western blot to verify the efficacy and safety 
of drug in vivo.

Background

Results

Conclusions
a.We found that 2μM Dihydroartemisinin(DHA) inhibit the proliferation of M2 macrophage 
and reduce the renal fibrosis after AKI.
b. According to clinical pharmacokinetic studies, 2μM Dihydroartemisinin(DHA)is much 
lower than the Clinical effective concentration,which can be used to treat fibrosis after 
AKI.
c. The mechanism by which Dihydroartemisinin(DHA) reduces fibrosis after AKI needs to 
be further clarified.
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Dihydroartemisinin Attenuates Renal Fibrosis Via Inhibiting M2 
Macrophage Proliferation

1.Screened out a therapeutic drug ---Dihydroartemisinin(DHA).

In CCK8 test,10μM DHA acted on M2 macrophages for 24h, inhibiting the viability of M2 

macrophage(P=0.036)(Figure.1A). 50%Inhibitory concentration(IC50) is 23.13μM(Figure.1B).

Dihydroartemisinin(DHA) inhibits M2 macrophage is concentration and time 

dependence(Figure.1C).

2.The effect of Dihydroartemisinin(DHA) on M2 macrophage in Vitro.

Use Edu incorporation to study the effect of DHA on M2 macrophage proliferation,the

result shows that 2μM DHA inhibits M2 macrophage proliferation(p=0.006),(Figure.2A,B).

40μM DHA promoted the apoptosis of M2 macrophages from the results of Annexin V 

assay(P=0.007)(Figure.2C,D).

3. The effect of Dihydroartemisinin(DHA) on renal cells in Vitro.

In CCK8 test,2μM DHA has no function on renal cells,including

HK2,HPC,HRMC(Figure.3A,B,C) and two renal vascular cells,HRGEC and 

HUVEC(Figure.3D,E) (Similar to renal interstitial blood vessel) after 24h incubation. 

Figure.3

Figure.4

4.The effect of Dihydroartemisinin(DHA) on M2 macrophage and fibrosis in Vivo.

In the uIRI model, DHA 20mg/kg,ig from 4 days after surgery, once a day, lasting 10 

days. DHA can reduce fibrosis area, collagen I and fibronectin (FN) expression(Figure.4) 

and M2 macrophage infiltration (Figure.5).

In the UUO model, DHA 
20mg/kg, ig after surgery, 
once a day, lasting 10 
days. DHA attenuated 
fibrotic area and collagen I 
expression(Figure.6).
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