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C3 GLOMERULONEPHRITIS WITH MONOCLONAL
GEMCITABINE INDUCED ATYPICAL HEMOLYTIC
SYNDROME TREATED WITH ECULIZUMAB: 2 CASES:
GAMMOPATHY OF UNDETERMINED SIGNIFICANCE (MGUS)
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A 39-year-old multiparous woman with morbid obesity presented for workup of severe nephrotic syndrome several months
252

before
her current pregnancy. She had been treated for resistant
VISCERAL ADIPOSITY, NUTRITION, AND THE RISK OF
hypertension
and lower-extremity
edema during
the past year,
CHRONIC KIDNEY
DISEASE IN AFRICAN
AMERICANS:
1
but
herJACKSON
proteinuria
had been
overlooked.
At presentation,
serum
, Clemontina A.
THE
HEART
STUDY.
Robert E. Olivo
1
1
creatinine
was
1.52 mg/dL
(corresponding
estimated
Davenport1level
, Clarissa
Diamantidis
, Nrupen
Bhavsar1, CrystaltoTyson
,
1
2
3 2
Rasheeda Hall
, Aurelian
, Bessie Youngm
, Ervin
R. Fox4,
glomerular
ﬁltration
rateBidulescu
of 46 mL/min/1.73
as calculated
by
1
Boulware
, and Julia–J.traceable
Scialla1
Pendergast1, L. Ebony
theJaneisotope-dilution
mass
spectrometry
4-variable
1
2
Duke University,
Durham,
University,
Bloomington,
MDRD
[Modiﬁcation
of NC;
DietIndiana
in Renal
Disease]
Study equa4
IN; 3 University
of Washington,
Seattle,
WA;
tion);
serum albumin
level, 1.5
g/dL;
andUniversity
24-hourofurine protein
Mississippi, Jackson, MS
excretion, 29.2 g. The kidney biopsy specimen revealed features
African Americans are at high risk for chronic kidney disease (CKD).
typical
of primary MN with additional strong staining for the
Obesity, which is prevalent in African Americans, may increase this
PLA
within
immune
deposits
(Fig S1).
Many ofofthe
risk.2R
Weantigen
investigated
whether
poor nutrition
modifies
the association
subepithelial
deposits
completely
surrounded by new
obesity with incident
CKDwere
in African
American adults.
basement
membrane
material
S2),creatinine
and 35%
of at the
We estimated
kidney function
by the(Fig
CKD-EPI
equation
baseline and follow-up (median 8 y), visceral adiposity (VA) at an
interim study visit by abdominal CT (median 4.6 y post-baseline), and
1
nutrition
at baseline
by Food Frequency
Questionnaire
then categorized
From the
Department
of Medicine,
Renal Section,
and Deby American Heart
Association guidelines as poor3 vs. intermediate or 4
2
partments of Obstetrics and Gynecology, Pediatrics, and
Paideal. We defined incident CKD as new eGFR <60 mL/min/1.73m2
thology
anddecline,
Laboratory
Medicine,
Boston University
Medical
with >25%
or new urine
albumin-to-creatinine
ratio >30 mg/g.
Center,
Boston,included
MA. those with data on VA and without baseline
Our analysis
*
Current
afﬁliation:
of±Internal
Medicine,2,Division
CKD
(n=1481).
BaselineDepartment
eGFR was 97.6
16.8 mL/min/1.73m
3
ofmedian
Nephrology,
University
Utah
of Medicine,
(IQRSchool
526.5-1013.9
cm3), andSalt
poorLake
VA volume
was 745.5ofcm
nutrition
City,
UT. was observed in 859 participants (58%). After full adjustment,
y
higher
VA was
associatedDepartment
with higher risk
of incident CKD
Current
afﬁliation:
of Obstetrics
and (n=177
Gynecology,
events, p=0.0023),
although
the effect
was U-shaped
and depended
Medstar
Washington
Hospital
Center,
Washington,
DC. on
nutrition
(p-interaction=0.01).
Among those
poor form
nutrition,
odds 27,
Received
June 29, 2015. Accepted
in with
revised
October
of incident CKD were higher among those in the highest quartile (Q4)
2015. Originally published online December 29, 2015.
of VA compared to the reference quartile (OR 2.66; 95% CI 1.36-5.20
Address
correspondence
Laurenceif nutrition
H. Beckwas
Jr, MD, PhD,
for
Q4 vs. Q2),
but there was notoassociation
Renal
Section,
650 Albany St, Boston, MA 02118. E-mail:
intermediate
or X-504,
ideal (p=0.9).
lhbeckjr@bu.edu
The obesity-associated risk of incident CKD was higher in adult
� 2016
by the National
Foundation,
Inc.was limited
African
Americans
exhibiting Kidney
poor nutrition.
Our analysis
by
assessment of visceral adiposity post-baseline.
0272-6386

http://dx.doi.org/10.1053/j.ajkd.2015.10.031
775
A81

