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Clinical analysis of primary adrenocortical insufficiency

FANG Chun-yun,CHANG Li-na, HE Qing,ZHANG Xiao—na, FENG Wen-li, LIU Ming

(Department of Endocrinology and Metabolism, General Hospital, Tianjin Medical University, Tianjin 300052, China)

Abstract Objective: To analyze the clinical characteristics of primary adrenocortical insufficiency (PAI). Methods: On the basis of
serum corticotropin (ACTH, reference range 0-46 pg/mL) concentration was 2 times higher than the upper limit of normal range , morning
plasma cortisol(Cor, reference range 5-25 pe/dL) less than 5 pg/dLL, 31 patients with PAT were classified with group A(Cor<5 pg/dL) and
group B(5 pg/dL<Cor<25 pg/dL, with symptoms or signs of glucocorticoid/mineralocorticoid deficiency ). The clinical data(clinical
manifestations and laboratory tests) were analyzed retrospectively and compared between the two groups. Results: Pigmentation,, fatigue,
digestive system symptoms( anorexia , nausea , vomiting ) and weight loss were the most common clinical manifestations of both group A and
group B. The above—mentioned clinical manifestations of group A accounted for 83.33% ,75% ,75% and 50% ,respectively. The above—
mentioned clinical manifestations of group B accounted for 73.68% ,63.16% ,63.16% ,and 42.11% ,respectively. There was no statistical
difference in clinical manifestations between the two groups(all P>0.05). The main laboratory examination items in this study were Hb,
Na,K,Ca,P and prolactin,and there was no significant difference in laboratory examination results between the two groups (all P>
0.05).Conclusion: In clinical practice,when patients are suspected PAI, further detailed screening is needed. Early morning Cor<5 pg/dL
and plasma ACTH>2 times upper limit should not be strictly regarded as the preliminary diagnostic criteria.
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Tab 1 Pigmentation areas

U AL n(%)
[Tz 12(50.00)
WF- B L 13(54.17)
A 12(50.00)
i 10(41.67)
Mg 9(37.50)
w 9(37.50)
T 6(25.00)
B IR EE A B R Ah 5(20.83)
ey 4(16.67)
SR 3(12.50)
WA 3(12.50)
R 3(12.50)
L1553 2(8.33)
B2 kA 2(8.33)
AR 1S 1(4.17)
IEE J&] 1(4.17)
TN 1(4.17)
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Tab 2 Comparison of main clinical manifestations between the two
groups[n( % )]

4 P BRIE S 2 EERZUEIR  EERE
A4l 12 10(83.33) 9(75.00) 9(75.00) 6(50.00)
B2 19 14(73.68) 12(63.16) 12(63.16) 8(42.11)
P 0.676 0.697 0.697 0.724
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Fig1 Adrenal computed tomography( different patients )
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Tab 3 Comparison of laboratory test results between the two groups

(24 h JREN .24 h FREF 24 h PRES 24 h RBE . 2518
MO% I8 8 LR )T R, 22 S ¥ e g it
SERO A LR, 2 BRI B 2 v R [ e 7K
S, o 1 R B R M T R KO
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Rif 5 2 {51 FB 3 ARG 0 29 i R T [ i 7K OF 1% 2 31
B RIS TR KO H R BE 2015 4F
R I B 2R S AV LR 0.05~0.79 ng/
(mL-h);2015 452 J5 58 B 2 E S EH H
2.8~39.9 plU/ml,

2.6 BT ANME T BAE YIS T OIRME KK
FIRYT, o 25 B IR SR T P ARTR YT, Al R
5~60 mg/d;6 Bl 1 MRIK IR IT, FlE A 2.5~
10 mg/d, B IELERE R4 5 I B PS5 A% 203677 -
1A HJEXHEE A TRIG S 12, A AT
MR 1A JEEHEER = 1 BOEO IR 4§
TH AT AT 45 I RAE AR AT

20 51 1P Hb(g/L) Na(mmol/L)  K(mmol/L) Ca(mmol/L) P(mmol/L) PRL(ng/mL)

A 12 146.13£1829  138.13x4.76  4.48+0.94 2.310(2.240~2.403)  1.250(1.070~1.355)  17.520(11.803~37.005)
B 41 19 127.75+13.75  138.33+5.07  4.44+0.50 2.320(2.280~2.530)  1.310(1.100~1.590)  19.430(14.590~23.400)
P 0.140 0.484 0.921 0.122 0.817 0.926

A 2 :Cor<S ng/dL; B 41 :5 ng/dL<< Cor<25 pg/dL, 7 W B2 i 32 /46 B2 T 2 2 A RERBLRAE s Hb 2 L £T R 1 s Na: 645 K 85 Ca: 45

P PRL:ABRLE

3 itig

PAI X 4 Addison %4 , J& T & I IR B2l g
3 U FEE 00 TR R S5 R mk RN 3k B B R mi 5 i
IKERARI BRI AR AL — R BR T H S
REVE R R AR AL TR S PAT (R H AL
“2p B IR A A B R R R TSR PAT R
R AEB | 2EF AR, A S HUEETI A R B LR
I, 5% M B o 38 2 A i VR FH SR 259 DA 2
— ST BT IR G A AT s IR, FEAGAE SR,
B REAAINE B IR A N PAT B BRI, Hi4f
8 66%PAl B35 Al G I HAh S e PR, AEFR
B AT AZEAZ |5 o, Hfl 5 e PAT A9 A
AFEFERIEE FIRA B AR (AHC), ACTH AU
ZEAAIE, B LRG0 A B, S L B IBR
B R i Canb TR BE PR ZE AR ) ST, A5
PAT 5 K20 - 8542 9 1), B R VIR 4 11, A
B FIRR (APS)T ], AR, 2545 2016 4F

PAT F5RE IS IWTURE , AT o3 ER s R e A B
Al fE S KB IR (VLCFA)IE 21-0H H &t
AT 7 3o PRI 0 S5 40 560 AR 2 BR A S (F5 e HE 7
BN PAT A9 R IR RN o

I T2 &6 A HL R SR I R e PR, 35043
B2 TR 2, FE B0 R 5 2 g 2 1R
TA o XA PR LS e ) i 2 o N ARG
ARt 9 L o it B AU O ICAE JLZE ) S, AR
BE PAL [T BES, X" 8 LR 2 S AR ISR AE R
B BRGS0 R N SRR K 4G T A AR T B
TRYT T — s 0 TR TR TR R
JYRITTHAIZIRERY, 2016 L JCEM & £ () PAT $§7
HEAEPRUER E ACTH 244755 (SSST)iZWT PAT {5
FHAMIZ W S5, 5 AT, ol R i =
B Il K ACTH (MR BEVE ) Tiialae: . 8 made it 7e
AF AR g R i = 150, ACTH K SETHE KT |
PR 2 455335 PAL 28T 45 ACTH Thisg , BBl e



404 FHEHKRESK

27 &

AIHEN PAT A FLIBBE U, ACTH 3 56 2 1 i2
PAT F BUB A IR, (H i T3 Sl & i ) 3
K R HLIX TCZG AR A, H BTEIGIRIR DI . i
AT ASMELL ACTH KT FFR 2 5 AT K
TR Cor /NT 5 we/dL %k A 4, RS54 [k
WFFEE R G IRES , AN A1 = Cor MI(EE
FE/NT 5 pg/dL, BORHE R Cor 24 5~25 pg/dL
LI RAE DR LR ) 8 3 g AT ST 38R B 41, LA
B IERIZR

PAL BB B B K 2 A= A5 1k,
HAh A ] & A AR 5T & B AT R R S
Bt PRL ZKSF-f 35 58 in, SR B IR YT 5 PRL FRIT,
FEl YA HRGE AR PAT 5 (51 2 BRI AR AR 57 1000 T AR 5%
I 50%LA I PAT 35 [0 & 1 PRL Fhs o

PAT U, E6 R i R e = 1B 2 A PR T s ml
RESE A O — (3R, DRI, B 2 TE I (sl )
()T o TR A T [ T 7T 1) R Bl AE 5 B PATDOT,
A R A3 FR LB Z MR R (G P ) T v, T
i 7K SV IE W B R R, A 1 (01 5 2 2R i R i ]
il 7K ST I 5, AN 5 1 R RS2 A O
X5 R A ASUfE TR SR R TR T BRIV AT K F A ot % i e
P IE 5 7K AT i — 2D U S 2 2 B

6 DU PAT IR YT 7 28 A AL AT (A
(15~25 mg) SR 7] A #A (20~35 mg) , & H 2~3 K
CRMY, BIFFE A, ST AR R N 5~60 mg/d,
R HI K 2.5~10 me/d, T4 Ho B B AU &
TR R HEER L, 0T 5 R AR 22 R sl Ak TR
RS o HUEIR IR TAEH X T PAL 4 S IS
FAHEAE TS A T R B R A QIR YT I, 3 AR 4l
BB R SR ARG A S A1) %o T A Y
P [EI R = 3, 25146 B R Z AT 5 X K
VAR SWARR L P, 3 T S 2 (DHEA )
1RYT B4 DHEA B8 6 D H 5 BE AR Z 45, W
15 M, FHH B FAE G IR 45 2577 1% |, Johannsson
SEI-BHIE ST H B 2R 24 W 1 S 52 R SE B R TS 245 )
V1R A 2H IS 1 B8 SRR 2 I 4 25 1 259 (DR-H.C ) ]
il i B o Pk R R T AR RS, IR TR AR A
o, S AT, JU S F T A IR R Y
PAI 835,

PAT J&—Fl ) B 2L 25 e B A A , xoF
Tl R L AT BE PAT (14 8 5 B AT i A T AR, AR ™
M TR R 1M Cor<5 wg/dL ACTH>2 135 IR A2 W

PR, DLRIERISTR A7 SRR BE Be ] 1770121405,

Wik PAL J5 AR -4 Y, St 25 TR B

RIS PGS U R B0 KB TT TAE 70

P O T W BRI R A P BB R

(vl erine sl

S 30k

[1] Bornstein S R, Allolio B, Arlt W, et al. Diagnosis and treatment of
primary adrenal insufficiency:an endocrine society clinical practice
guideline[J]. J Clin Endocrinol Metab,2016,101(2):364

[2] Bleicken B,Hahner S, Ventz M, et al. Delayed diagnosis of adrenal
insufficiency is common:a cross—sectional study in 216 patients[J].
Am J Med Sci,2010,339(6):525

[3] Barthel A,Benker G,Berens K,et al. An update on Addison’s dis—
ease[J].Exp Clin Endocrinol Diabetes,2019,127(2/3):165

[4] Erichsen M M, Lgvés K, Skinningsrud B, et al. Clinical ,immunologi—
cal,and genetic features of autoimmune primary adrenal insufficien—
cy : observations from a Norwegian registry [J]. J Clin Endocrinol
Metab,2009,94(12):4882

[S] Brandao N R,De Carvalho J F. Diagnosis and classification of
Addison’s disease (autoimmune adrenalitis)[J]. Autoimmun Rev,
2014, 13(4/5):408

[6] EMEHI (05, mabe IR L B b B B RE IR AE 20 7111 R >
i EZE A IR R, 2005,21(3 ) : 228

[7] Chu X'Y,Zhangl,Yang X X, et al. Primary adrenal insufficiency due
to bilateral adrenal hematomas in a patient with primary antiphos—
pholipid syndrome[J]. Chin Med J(Engl),2017,130(20):2517

[8] Muir A,Schatz D A, Maclaren N K. Autoimmune Addison’s dis—
ease[J]. Springer Semin Immunopathol , 1993,14(3):275

[9] Hangaard J, Andersen M, Grodum E, et al. The effects of endogenous
opioids and cortisol on thyrotropin and prolactin secretion in patients
with Addison’s disease[J]. J Clin Endocrinol Metab, 1999,84(5):
1595

[10] Oelkers W, Diederich S, Bihr V. Diagnosis and therapy surveillance
in Addison’ s disease : rapid adrenocorticotropin (ACTH ) test and
measurement of plasma ACTH, renin activity, and aldosterone[J]. J
Clin Endocrinol Metab, 1992(1):259

[11] Saenger P,Levine L S,Irvine W J, et al. Progressive adrenal failure
in polyglandular autoimmune disease[J]. J Clin Endocrinol Metab,
1982,54(4):863

[12] Johannsson G, Nilsson A G,Bergthorsdottir R, et al. Improved corti—
sol exposure—time profile and outcome in patients with adrenal in—
sufficiency :a prospective randomized trial of a novel hydrocortisone
dual-release formulation[]J]. J Clin Endocrinol Metab,2012,97 (2):
473

[13] Johannsson G,Bergthorsdottir R, Nilsson A G, et al. Improving glu—
cocorticoid replacement therapy using a novel modified-release hy—
drocortisone tablet:a pharmacokinetic study[J]. Eur J Endocrinol,
2009,161(1):119

(2021-01-29 k)



