
 T H R O M B OT I C  M I C R OA N G I O PAT H Y

Inhibition of the lectin complement pathway 
reduces renal injury in mice with STEC–HUS
New data suggest an important role of the lectin complement 
pathway in Shiga-toxin-induced renal injury. The researchers used 
novel human mannose-binding lectin (MBL)-expressing mice that 
lacked murine Mbls to investigate the role of this pathway in a 
model of haemolytic uraemic syndrome induced by Shiga-toxin-
producing Escherichia coli (STEC–HUS). In these mice, inhibition of 
MBL — an initiator of the lectin complement pathway — using an 
anti-MBL2 antibody prevented Shiga toxin-2-induced deposition 
of the complement component C3d and fibrin in the glomeruli, 
preserved glomerular filtration rate and attenuated renal injury.

ORIGINAL ARTICLE Ozaki, M. et al. Human mannose-binding lectin inhibitor prevents Shiga 
toxin-induced renal injury. Kidney Int. http://dx.doi.org/10.1016/j.kint.2016.05.011 (2016)

 D E V E LO P M E N T

Cell swarming during kidney morphogenesis
The cap mesenchyme is essential for ureteric branching during 
mammalian kidney development, but the mechanism by which 
the cap domains are maintained at the tips of the epithelial 
ureteric tree is not clear. Now, using ex vivo timelapse imaging, 
Combes et al. show that the cells of the cap mesenchyme 
are highly motile. As well as migrating within and between 
cap domains, these cells attach and detach from the ureteric 
epithelium over time. The researchers suggest that this 
swarming behaviour enables a distinct cap mesenchyme 
domain to be maintained whilst also facilitating dynamic 
remodelling in response to changes in the tip. 
ORIGINAL ARTICLE Combes, A. N. et al. Cap mesenchyme cell swarming during kidney 
development is influenced by attraction, repulsion, and adhesion to the ureteric tip. Dev. 
Biol. http://dx.doi.org/10.1016/j.ydbio.2016.06.028 (2016)

 T R A N S P L A N TAT I O N

Thrombalexins protect renal allografts
Researchers have used a membrane-localizing technology 
to generate a novel class of thrombin inhibitors, named 
thrombalexins (TLNs), that bind to cell surfaces and could 
potentially be used to prevent acute antibody-mediated 
thrombosis in donor organs. In a rat renal allograft model of 
hyperacute antibody-mediated rejection, perfusion of donor 
kidneys with TLN-1 before transplantation substantially 
reduced intragraft thrombosis and increased graft survival. 
ORIGINAL ARTICLE Karegli, J. et al. Thrombalexins: cell-localized inhibition of thrombin 
and its effects in a model of high-risk renal transplantation. Am. J. Transplant. http://dx.doi.
org/10.1111/ajt.13951 (2016)

 G LO M E R U L A R  D I S E A S E

Copy number variants increase the risk of IgAN
Low copy numbers of three variants in the α-defensin gene 
locus (DEFA1A3) are associated with an increased risk of IgA 
nephropathy (IgAN) as well as with renal dysfunction and 
increased serum levels of IgA1 and galactose-deficient IgA1 in 
patients with this disease, say researchers. Ai et al. identified 
these variants in two independent southern Han Chinese 
cohorts and confirmed their findings in a Caucasian cohort. 
They report that copy number variation in the DEFA1A3 locus 
explains 4.96% of disease risk in patients with IgAN, so might be 
a potential target for therapy.
ORIGINAL ARTICLE Ai, Z. et al. Low α-defensin gene copy number increases the risk for 
IgA nephropathy and renal dysfunction. Sci. Transl. Med. http://dx.doi.org/10.1126/
scitranslmed.aaf2106 (2016)
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