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We were interested by the article from
Kelly et al. (1), who reported that markers
of subclinical renal damage predicted
later preeclampsia (PE) in pregnant
women with type 1 diabetes mellitus
(T1DM). Although the best predictor
was neutrophil gelatinase-associated
lipocalin, our interest focused on the
higher estimated glomerular filtration
rates (determined by the Chronic Kidney
Disease Epidemiology Collaboration
[CKD-EPI] equation) before preeclampsia.
Hyperfiltration is considered an impor-
tant early step of diabetic nephropathy,
but it should be noted that glomerular
filtration rates are not properly predicted
in pregnancy, by any formula, including
the CKD-EPI (2).
Muchmore common than T1DM, gesta-

tional diabetes mellitus (GDM) also predis-
poses to pregnancy-induced hypertension
and PE, and subclinical renal abnormalities
such as elevated albumin excretion rates
havebeen reported in such cases; however
we do not knowwhether serum creatinine
may be abnormal before PE in GDM. It is
also unknown whether the accumulation
of advanced glycation end products
during a hyperglycemic pregnancy may
play a role in PE, as suggested by the report
of high skin autofluorescence (SAF) in
women after PE (3).
In 97 pregnant women with GDMwho

consented to participate, we collected

serum creatinine at 25 6 7 weeks of
amenorrhea and measured the forearm
skin autofluorescence using an AGE
Reader (Diagnoptics, Groningen, the
Netherlands). Seven women had subse-
quent PE, and they delivered smaller ba-
bies (mean 6 SD birth weight 2,666 6
252 vs. 3,1806 525 g; P, 0.05) 2 weeks
earlier than the others (P , 0.001). The
ages, preconceptional BMI, and HbA1c did
not significantly differ between groups;
neither did their arterial pressure (systolic
125 6 10 vs. 114 6 14 mmHg; diastolic
77 6 4 vs. 72 6 9 mmHg; both NS)
at 25 6 7 weeks. However, the serum
creatinine was higher for women with
later PE (54 6 6 vs. 46 6 8 mmol/L; P =
0.012). The SAF did not differ between
women with later PE (1.81 6 0.42 arbi-
trary units) and without PE (1.84 6 0.34
arbitrary units).

These normal SAF denied a predictive
value for later PE in GDM. Higher SAF
values, measured at the leg, as reported
after pregnancy, probably resulted from,
rather than predisposed to, PE (3): SAF is
known to quickly rise during an acute
kidney injury (4). This does not exclude a
role for advanced glycation end products
in specific tissues in the pathophysiology
of PE (5).

The higher serum creatinine in GDM
with later PE seems in line with the hy-
pothesis of subtle renal abnormalities

predisposing to PE in GDM, as proposed
by Kelly et al. (1) in T1DM, but it con-
trasts with the hyperfiltration that they
reported. The estimation of GFR should
be done cautiously in pregnant women,
but our results suggest that serum creat-
inine may be a parameter of clinical in-
terest in pregnant women with diabetes
prone to PE.

Duality of Interest. No potential conflicts of in-
terest relevant to this article were reported.

References
1. Kelly CB, HookhamMB, Yu JY, et al. Subclinical
first trimester renal abnormalities are associated
with preeclampsia in normoalbuminuric women
with type 1 diabetes. Diabetes Care 2018;41:120–
127
2. Alper AB, Yi Y, Rahman M, et al. Performance
of estimated glomerular filtration rate prediction
equations in preeclamptic patients. Am J Perinatol
2011;28:425–430
3. Coffeng SM, Blaauw J, Souwer ET, et al. Skin
autofluorescence as marker of tissue advanced
glycation end-products accumulation in formerly
preeclampticwomen.Hypertens Pregnancy 2011;
30:231–242
4. Lavielle A, Rubin S, Boyer A, et al. Skin auto-
fluorescence in acute kidney injury. Crit Care
2017;21:24
5. ChenW, Zhang Y, Yue C, et al. Accumulation of
advanced glycation end-products involved in in-
flammation and contributing to severe pre-
eclampsia, in maternal blood, umbilical cord and
placental tissues. Gynecol Obstet Invest 2017;82:
388–397

Endocrinology, Diabetology, and Nutrition Department, Centre Hospitalier Universitaire de Bordeaux, Bordeaux, France

Corresponding author: Vincent Rigalleau, vincent.rigalleau@chu-bordeaux.fr.

© 2018 by the American Diabetes Association. Readers may use this article as long as the work is properly cited, the use is educational and not for profit,
and the work is not altered. More information is available at http://www.diabetesjournals.org/content/license.

Ninon Foussard,

Audrey Cougnard-Gregoire,

Kalina Rajaobelina, Cécile Delcourt,

Catherine Helmer, Thierry Lamireau,

Laurence Blanco, Laure Alexandre,

Kamel Mohammedi, and

Vincent Rigalleau

Diabetes Care Volume 41, June 2018 e101

e-LETTER
S
–
C
O
M
M
EN

TS
A
N
D
R
ESP

O
N
SES

D
ow

nloaded from
 http://ada.silverchair.com

/care/article-pdf/41/6/e101/553861/dc180069.pdf by guest on 09 April 2024

https://doi.org/10.2337/dc18-0069
http://crossmark.crossref.org/dialog/?doi=10.2337/dc18-0069&domain=pdf&date_stamp=2018-05-04
mailto:vincent.rigalleau@chu-bordeaux.fr
http://www.diabetesjournals.org/content/license

