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ics in treating hepatic encephalopathy and that 
the use of oral antibiotics carries certain risks. 
However, a Cochrane review found that antibiot-
ics were superior to nonabsorbable disaccharides 
in improving hepatic encephalopathy.1 Further-
more, in a recent multicenter, randomized, place-
bo-controlled trial (whose findings are currently 
available only in abstract form),2 among patients 
who had cirrhosis and hepatic encephalopathy that 
was not controlled with lactulose alone, the oral 
administration of rifaximin at a dose of 550 mg 
twice a day was more effective than placebo dur-
ing a 6-month period. Thus, there is some evi-
dence that antibiotics are beneficial in the treat-
ment of hepatic encephalopathy.
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Indigenous Australians and Living Kidney Donation

To the Editor: Indigenous Australians comprise 
2.5% of the total population of Australia, but like 
other minority groups worldwide, rates of chron-
ic kidney disease are higher among this indige-
nous group than among the general population. 
Transplantation remains the preferred form of 
renal-replacement therapy, and the use of living 
donors maximizes transplantation rates with a 
generally minimal long-term effect on donors.1 
However, the consequences of the use of this strat-
egy in indigenous Australians are unclear, given 
the likelihood of a family or community history 
of chronic kidney disease in potential donors.

We performed a retrospective analysis of all 
living kidney donors from the Northern Territory 
of Australia since 1985. A total of 50 people (22 
of whom were self-reported to be indigenous) 
were accepted as kidney donors and were evalu-
ated according to standard pretransplantation 
protocols at the same transplantation center, ir-
respective of their race or ethnic group. Donors 
were assessed by a transplantation nephrologist, 
and each donor was found to have normal kid-
ney function (a calculated glomerular filtration 
rate [GFR] of >90 ml per minute per 1.73 m2 of 
body-surface area), a normal intravenous pyelo-
gram and renal angiogram, normal blood pres-
sure (<140/80 mm Hg), a normal oral glucose-
tolerance test, a normal electrocardiogram, and 
no proteinuria.

Sixteen of 22 indigenous donors (73%) had 

medical follow-up over a median period of 16.1 
years. At the last follow-up of these carefully se-
lected donors, two (12%) had died, three (19%) 
required renal-replacement therapy, and the ma-
jority had hypertension, diabetes, established pro-
teinuria, and an estimated GFR of less than 60 ml 
per minute (Table 1). Of 16 nonindigenous do-
nors, only 6 (38%) had an estimated GFR of less 
than 60 ml per minute; none had other clini-
cally significant coexisting conditions.

Clearly, “standardized assessment” has failed 
these indigenous donors. Hoy et al.2 best de-
scribed the natural history of kidney disease in 
indigenous Australian communities. The con-
firmed rates of proteinuria and end-stage kidney 
disease in our study were significantly worse 
among indigenous donors than among the gen-
eral population, and the estimated GFR at the 
last follow-up provides support for this concern 
(although estimated GFR validation studies in-
volving indigenous Australians have not yet been 
completed).

Our present study also raises the questions of 
whether donors with any family history of kidney 
disease should be accepted and of whether more 
extensive testing before donation would avert 
these adverse outcomes. A kidney biopsy per-
formed before donation may be of benefit, since 
low nephron endowment and glomerulomegaly 
have been described,5 but this procedure increas-
es donor risk. The heterogeneity of indigenous 
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peoples within and outside Australia limits the 
ability to generalize these observations; donor 
outcomes in other minority groups have not, to 
our knowledge, been reported. Until comprehen-
sive, prospective outcome data on kidney donors 
from different minority groups are available, the 
extrapolation of modest long-term risk to all 
donors may do a disservice to the integrity of the 
living-donor kidney program.
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lieved that they had been harmed by asbestos.” The article has 
been corrected at NEJM.org.

notices

Notices submitted for publication should contain a mailing 
address and telephone number of a contact person or depart-
ment. We regret that we are unable to publish all notices 
received. Notices also appear on the Journal’s Web site 
(NEJM.org/meetings). The listings can be viewed in their 
entirety or searched by location, month, or key word.

Research Society for the Study of Diabetes  
in India

The “37th Annual Meeting” will be held in Ahmedabad, India, 
Nov. 5–8.

Contact Dr. Banshi Saboo, 1 & 2, Gandhi Park, Nr. Neh-
runagar Circle, Ambawadi, Ahmedabad 380 015, India; or call 
(91) 79 2630 4104; or fax (91) 79 2630 2104; or e-mail info@
rsdi2009.org; or see http://www.rssdi2009.org.
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