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3.Calibration and evaluation of routine methods by serum certified reference

material for aldosterone measurement in blood.

Nishikawa T', Omura M, Kawaguchi M, Takatsu A, Satoh F, ITto S, Kurihara I,
Itoh H, Yanase T, Shibata H, Oki Y, Naruse M, Sakurai K, Sasamoto H, Kuwa K.

'Endocrinology and Diabetes Center, Yokohama Rosai Hospital, Yokohama, Japan.

We attempted to study the standardization of aldosterone measurement in
blood. The serum certified reference material (serum CRM) was established by
spiking healthy human serum with pure aldosterone. ID-LC/MS/MS as a reference
measurement procedure was performed by using the serum CRM. LC-MS/MS as
a comparison method (CM) was routinely used for clinical samples, and the
values with and without calibration by the serum CRM were compared. The serum
CRM demonstrated similar reactivity with peripheral blood plasma as clinical
samples in routine methods (RM) of RIA, ELISA, and CLEIA. In comparison
between RM and CM, the results in regression analysis indicated that the
range of the correlation coefficient (r) was 0.913 — 0.991, the range of vy
intercept was 0.9 — 67.3 pg/mL and the range of slope was 0.869 — 1.174. The
values by RM in 100 - 150 pg/mL for the diagnostic level, had a significant
calibration effect, and the relative difference between calibrated value in
RM and result by CM was within = 20%. Furthermore, the calibrated value using
the serum CRM was 10, 187 pg/mL, which corresponds to measured value of 14, 000
pg/mL using RIA for the adrenal venous sampling. Measured values between
plasma and serum as a sample for the aldosterone measurement from clinical
samples showed no significant differences. In conclusion, we succeeded to
prepare the certified reference material of aldosterone for RM. Then, we can
accurately calculate corrected values by using our equation for four RMs of

determination of aldosterone

Endocr J. 2016 Sep 2
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6. Contralateral adrenal suppression on adrenocortical scintigraphy provides
good evidence showing subclinical cortisol overproduction from unilateral

adenomas

OF P REAT, WPk
B~ U7 T ERRIEMET AR S - PO WmNE
B V7 o ERRE R NOWmNE

Unilateral and/or predominant uptake on adrenocortical scintigraphy (ACS)
may be related to autonomous cortisol overproduction in patients with
subclinical Cushing’ s syndrome (SCS). However, there is no information
regarding whether increased tracer uptake on the tumor side or decreased
uptake on the contralateral side on ACS is more greatly associated with
inappropriate cortisol production. Therefore, we evaluated the relationship
between quantitative '1-6 8 -iodomethyl-norcholesterol (**'I-NP-59) uptake
in both adrenal glands and parameters of autonomic cortisol secretion and
attempted to set a cut off for SCS detection. The study included 90 patients
with unilateral adrenal adenoma who fulfilled strict criteria. The diagnosis
of SCS was based on serum cortisol 2>3.0 ug/dL after 1-mg dexamethasone
suppression test (DST) with at least 1 other hypothalamus—pituitary—-adrenal
axis function abnormality. Twenty—two (27.7%) subjects were diagnosed with
SCS. The uptake rate on the affected side in the SCS group was comparable
to that in the non—functioning adenoma group. In contrast, the uptake rate
on the contralateral side was lower and the laterality ratio significantly
higher in the SCS group. The two ACS indices were correlated with serum
cortisol levels after a 1-mg DST, but uptake on the tumor side was not
Tumor size was also important for the functional statuses of adrenal tumors
and NP-59 imaging patterns. The best cut—off point for the laterality ratio
to detect SCS was 3.07. These results clearly indicate that contralateral
adrenal suppression in ACS is good evidence showing subclinical cortisol

overproduction.
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