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The Clinical Characteristics of Congenital Adrenal Hyperplasia

Sun Ju Park, Ji Yeon Seo, Chan Jong Kim* and Young Jong Woo

Department of Pediatrics, Chonnam National University Medical School, Gwangju, Korea

This study was performed to investigate the clinical features of congenital adrenal hyperplasia (CAH) with
steroid 21-hydroxylase deficiency and to compare the salt-wasting (SW) type with the simple virilizing (SV)
type. Twenty-seven patients (15 boys, 12 girls) who received a diagnosis of CAH at Chonnam University
Hospital from May 1998 to May 2008 were enrolled in the present study. The patients’ medical records
were analyzed retrospectively. Age and clinical symptoms at diagnosis, ratio of bone age to chronologic
age, body mass index (BMI), and treatment dose of hydrocortisone were reviewed. Of the 27 patients, 16
patients had SW type and 11 patients had SV type. The SV patients were significantly older (p<0.05) at
the time of diagnosis (45.1+40.4 months) than were the SW patients (1.8+4.4 months). In the SW patients,
the initial ratio of bone age to chronologic age was 1.10+0.15 in the boys and 1.52+0.74 in the girls, and
the final BMI was 16.6+2.81 kg/m® in the boys and 17.4+4.21 kg/m’ in the girls. In the SV patients, the
initial ratio of bone age to chronologic age was 1.26+0.38 in the boys and 1.45+0.31 in the girls, and the
final BMI was 17.5+2.62 kg/m2 in the boys and 19.6+1.80 kg/m2 in the girls. The treatment dose of
hydrocortisone was 18.4+6.54 mg/m?/day in the SW patients and 16.1+5.50 mg/m?/day in the SV patients.
The ratio of bone age to chronological age, BMI, and dose of hydrocortisone were not significantly different

between the SV and SW patients.
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Table 1, Basal characteristics of congenital adrenal hyperplasia patients

Q% 2479 A9 44422697

SRR LED

Salt wasting Simple virilizing p value

No, of patients 16
Male 10
Female 6

Age at diagnosis (mo) 18+44
Male (mo) 21+46
Female (mo) 30+45

Ambiguous genitalia 6

Pigmentation 6

Vomiting/Diarrhea 3

Tachypnea/Dyspnea 2

Precocity 0

1

Abnormal NST 1

11
5
6
451440 4
324+435
557+38 1

>~ OO O W o

0.019
0.041
0.007
0.679
0.580
0.128
0.223
0.003
0.096

No., number; NST, neonatal screening test,



W B GEe 50.5+45.774 L0100k 4712 39 1) _ _
L H o]j* NN 4. S22 LFo| HE YN Y G0|SRIEL KB BY
5 FollA HAAHERS Bl Aee A8 AAFA 67,
B WAsHEolN 3Rl TE, AAL B0l B A% FHBEo) /isAQE 2739 BolelA hRulsy 3
L g5 24T 3go|glor HEE FEITo T A2 AJde 23}, 17-OHP % ACTH, renin, testoste-
e B 9Al AR AT 29Itk I & & rone X RIFOA] ek A HIRFA 0 F E9kd FA]E0]
M3 5 Z%Z(precocious puberty) & Hel e A4S A 23K Table 3). 4 R 1ES #
tee SN 5 BT, A PR A AR A 9 B slel=2aEe 3 JEadye)
AL o) AW AL Ao o) AFS RYAW ASe o 79 18.4+6.54 mg/m*/day (Fo} 20.6+7.31 mg/m*/day,
T A4 119, 9 G485 4808 BF 15%(55.6%) oo} 14.943.23 mg/m’/day) A1 G FAEE ] A¢ 16.1
o]9tH(Table 1). +5.50 mg/m’/day (Fo} 17.5+7.21 mg/m’/day, o} 14.6
+3.33 mg/m’/day) oM, 2 7+ 2 7} 9133 zho] fro
3. 2 of %oizol b Y HEY XI+2 o] 533 mefn fday) 3 I
gk zpol= JlATh
=3 = et Ay 13
A% A ST BE O QAR Ve G 2T
Folr} 1.10+0.15, olrb 1.52+0.742 =70 A,
W SR Wobh 126038, ofolrt 145:0312  2799) B}l F & 10W9] BolES ez 20709 )
A STHEFS BRSO 73 bl itk vhAE 3 HAAE BAT A3t 490l 359 SdwHol7F 22
2 A 243 AAGAFE GE 240N ol 16.6+ om, A% AAF|A deletion 1%, ¢.293-13 A>G 1%,
2.81 kg/m’, o7l 17.4+4.21 kg/m’y, v G333 e A A T172N 19, ¢.293-13 A>G 199 &
oA Folr} 17.52.62 kg/m’, Jolr} 19.6+1.80 kg/m’Z AL Btk
Zy ol o] fref gk Apol= glSitk(Table 2).
Table 2, Changes of ratio of bone age to chronologic age and body mass index
Salt wasting Simple virilizing
Male Female Male Female
BA/CA Initial 1.10£0.15 152+074 126+0.38 1.45+0.31
Final 096+0.12 0.75+0.75 190+0.31 1565+0.32
BMI (kg/mz) Initial 149+3.13 155+324 15.7+3.50 17.0+2.41
Final 16.6+2 81 17.4+4 21 175+262 196+1.80
BA/CA, the ratio of bone age to chronologic age; BMI, body mass index,
Table 3, Changes of hormonal status
Salt wasting Simple virilizing
Male Female Male Female
17-OHP (ng/ml) Initial 1491 (13,2 ~420) 197.0 (14.3~764) 83.3 (36.2~125) 856 (15.4~125)
Final 439 (0.8~125) 246 (091~6479) 255 (0.31~99.96) 81.0 (3.05~125)
ACTH (pg/ml) Initial 5974 (61.2~2,000) 1704 (33.4~4254) 2449 (39.4~4445) 234.9 (67.7~752)
Final 2959 (20.2~1,900) 1184 (44~3071) 1583 (52.7~398.6) 2430 (41.0~649.9)
Renin (ng/mi/hr) Initial 251 (3.9~74) 17.8 (2.77~32) 87 (4.7~168) 10.4 (3.56~26.8)
Final 18.0 (0.25~57 5) 55 (0.76~95) 40 (38~42) 59 (3.7~99)
Testosterone (ng/ml) Initial 20 (0.47~578) 40 (0.01~152) 12 (0.59~1.96) 19 (1.31~3.08)
Final 0.2 (0.01~032) 0.2 (0.02~0.36) 6.6 (6.0~6.8) 11 (0.77~15)

17-OHP, 17-hydroxyprogesterone; ACTH, adrenocorticotrophic hormone,
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