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Cushing i85 ACTH JE{k & ¥ Cushing Z&Z S MERY G K FFIE 7 7

KA, R #LE L.z AS
(ZFEREERFHTERASLRGEHA, B 710032)

[(#Z] BHH % # Cushing 5 (CD) 542 B L8 & /i #t & (ACTH) 3k 4& #i #& Cushing % 4 4 (Non-
ACTH) EH W AREAN A5 EREEE PR FEETOFE ARSI ZEEBOL BT, FiE K
4 2010—2021 £ Z RAER A% A Cushing LA 4E(CS) & % 4955 i %4 96 41, £ % CD 58 41 (CD £2) , Non-
ACTH 38 #] (Non-ACTH #1), @R B > EZFWEAEAN AP R ERER TRV LA ETL R,
HR 2mEEHUALES N, CDA%K Non ACTH B E A F et iz, CDABHX ACTH 3144
76. 61 pg/ml, % # ] F F H E K439 4 X B (LDDST) J& R BE 345 4 19. 97 pg/dL.20. 7% % & % A X 7 %
M K AN A ) X 3 (HDDST) R T 49 #1582, 6 %0 69 B & i@ it 4k 3h B35 3% MRI T B E44K5,77. 7% 80 & &
ILE LR G M K EM K A . Non-ACTH 28 %% ACTH #4144 9. 39 pg/mL,LDDST J& & RBEEH1E 4 21. 26
pg/dL,100% %) %% % HDDST RT# 4, B LR CT A EZ R E LIRMBBR KL TR A 100%. E F 68.4%
EEALZME LIREE, B8 XBCSAREZHT I M, CDEAHAFEA ACTH, R ABEKF&,CT L0
B ERg3g A, B4k MRI &84k . Non-ACTH CS #4932 &l R4 5 A4 K RBEEAK T &, ACTH R A& % /£ E %
JCEL,CT A A A B EARIRE .
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Analysis on clinical characteristics of Cushing disease and ACTH-
independent Cushing’s syndrome
ZHANG Nana ,QI Rui ZWANG Qiong ,LIU Tao”
(Department of Endocrinology and Metabolism ,Xijing Hospital of Air Force Military
Medical University ,Xi’an ,Shaanxi 710032 ,China)

[Abstract] Objective To analyze the clinical manifestations and characteristics of endocrine laboratory
detection and imaging examinations of the patients with Cushing disease (CD) and ACTH-independent Cush-
ing’s syndrome (Non-ACTH) ,so as to improve the diagnosis and treatment level of these diseases. Methods
The data of 96 inpatients with definitely diagnosed with Cushing’s syndrome (CS) in this hospital during
2010-2021 were collected,including 58 cases of CD and 38 cases of Non-ACTH. The clinical manifestations,
endocrinological laboratory and imaging examinations results were analyzed retrospectively. Results The pa-
tients in both groups were mostly female. The CD group was more likely to be complicated with hyperandro-
genemia. The mean ACTH value of the CD group was 76. 61 pg/mL,and the mean cortisol of the classic low-
dose dexamethasone suppression test was 19. 97 pg/dL. 20. 7% of the patients were not suppressed by the
high-dose dexamethasone suppression test(HDDST). Pituitary tumors could be detected by pituitary dynamic
enhanced magnetic resonance in 82. 6% of the patients,and 77. 7% of the patients developed bilateral or uni-
lateral adrenal hyperplasia. The mean ACTH value in the patients with Non-ACTH was 9. 39 pg/mlL,and the
mean cortisol value after LDDST was 21. 26 pg/dL. 100% of the patients were not suppressed by HDDST , ad-
renal CT could detect 100% of adrenal adenoma or macronodular hyperplasia,among them 68. 4% of the pa-
tients were left side adrenal adenoma. Conclusion The incidence rate of CS in female is higher than that in
male,the typical characteristics of CD are high ACTH and cortisol levels,the CT manifestations show adrenal
hyperplasia and the pituitary MRI shows pituitary tumor. The typical clinical characteristics of Non-ACTH are
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high cortisol level, ACTH is low or in the normal range,and CT manifested by the one side adrenal adenoma.
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Cushing %4 fiE (Cushing’ s syndrome, CS) X F{
B S5 HG 220 S R 22 e DR g LR T R R B A 4
WA 3k T A TR AR R TR Y LA e PR TR R
T I B k2R 4 e i AR S R RO A I E Ry
SR P — PP g A AR L BB SCERIRIE L CS (4R &
AR (2~3)/10 1. MR Ea32, CS 73 e |
% Bz JFi 3% 2% (adrenocorticotrophic hormone, ACTH)
Wi 1 ACTH AE 4R 8t Ve, B & 6 45 2 (K 5 W
ACTH B BRI A 43 i ACTH A9 il . 5 9 IR AY
70% ~80 %0 5 Ji & B b B iR OB AR g ) B A
3 53 b 3 o R O R T B, e R 2096 ~ 3074
MR PE CS XFR A ZE ik (Cushing’s disease,CD),
& CS W H WG N L 29 5 CS s BB 70% .
CSZWisrh 2 A5 (DEEZKICER N CS) . (2)
SENIZWT (AN CS, 9 & E— 2% . il T 2 Wi
BER RGO IR RS W m D, B
XFASBE 2010—2021 AFWIR I 96 1] CS f8 & 1Y Bk} ik
A7 I B 43 AT 5 DA e s PR X 122 8 96 1 1206 7K F- .
1 AR5 HE
1.1 — %4

TEH 2010 —2021 AEAEAS g N 43 Wb BHAE: B 12 T hy
CSAEH I 96 ], fu & CD B #E 58 #il (CD ) &
ACTH HEE#iPE CS(Non-ACTH) % (Non-ACTH
4138 B, AN A bR UE I PRI2 Wk CS. i 18 B 112 Wr
CD J Non-ACTH CS % 8% . HEBR B4l % AL B L b
Pk CS B CS K &R B2 Wi it /B % . A B
FAARGENG RIS P Z B 2 F At
1.2 F#*

WCAE FB T ) LA RS R R L IR L BMI I A 4R
I 7 B e il ACTH ' i CT.MRI &%k, (1)
I f B EE CACTH I SR FH AR 2 & 6k, 1 v f#f 5T il
TER B T B vk . (2) /N5 i 2 K 2 10 3k
1 ( low-dose
LDDST) , B I IR L 2€ K A2 0. 75 mg, & 8 /MAF 1 ¥R,
AR 2 d, 553 KE I 8.00 il & W40 1l 5 i gz 5
Pt 7K SF- 1Bz BT EE > 1. 8 pg/dL Jy LDDST A w] #i il
(3) FF & b Z€ K A 31 il 3 46 (high-dose dexametha-
sone suppression test, HDDST), 0 I #b 2 K 4 2
mg, 5 6 /NIF 1 G AR 2 d, 2 i 5 3% R LDDST, i
B J B AR = 4B OH 50% LLF Sy HDDST a4
il ,=50% K HDDST A AT, (4) 0 bR %% 12 W7 AR
P 1999 4 5 T4 40210 (WHO) B85 JR R S B i

dexamethasone suppression test,

Cushing’ s syndrome; clinical characteristics; dexamethasone suppression test; pituitary

S-S WObR UE s = I I2 BRI WHO & I (1912 W
i o 5 G I 1432 WA o R IS 4 <<3. 5 mmol/L (&
A2 0 5 e MR R RE A Sk P EER v I T S R
1B > 2 M s 22 25 1A
1.3 “%itsam

K SPSS19. 0 B4 B s it s R RHLL & £ 5
PRGN HECR ] ¢ K5 THECR R E 3 L (0)
TR A ILBCRH X R g. LD P<<0.05 HESH
Gt L
2 2 R
2.1 B H AT BN R4 AE

CD 4.3 58 i, 53 8 il , Zc 50 il Zo 1k & 0 %
TR 16~62 %, F- 3 (35, 98£10. 61) % ;i
FE2AHE 1445, 3. 23 4, A B HIGKE:
fIE:58. 6 %0 B HH KK LS, 62. 1% 1 B 3E A I & i
JE,43. 100 B E G IF IR0, 37. 9% By B B I &
HEWER ILAE . 69. 020 (1 8 & G IF R #R . 63. 826 1Y &
HEEIFHARIEIAESF W . Non-ACTH 4. 3t 38 4,
B2, 2 36 ], otk R AR E T M ARl 15~57
4 FH#(36. 26 111.86) % 0 1 AN H & 12 48, °F
¥y 2.52 4, A B G IRFFAE . 68. 400 1 B E A &
RREELr, 68. A M FH B IF E LR, 28. 9% M & &
JEREPRIG . 13. 126 1 [ 5 JF = B 2R I 9, 63. 120
() B A IR IALET L 76. 3 %60 1 | 3 A O HUIR IR ) e 57
B2 dRE SR A R AR L 22 R A S
FRE U (P<<0.05), WE 1,
2.2 ASNERERSTER

CD #1: ACTH 10. 2 ~238. 6 pg/mL, ¥ {i
76.61 pg/mL, R 8. 00 F Ji M 5 27. 95
pg/dL, NF 16:00 B2 i BE-F-341H 26. 75 pg/dL. B2
B HE ZEEL 100% , LDDST J& iz B - ¥ {8 19. 97
pg/dL, HDDST J& Kz Jit V- 410 12. 22 pg/dL, Horp
20. 7% Ky # #F 4 HDDST A ] 1 ], Non-ACTH
2. ACTH 0.8~38. 1 pg/mL.F#{H 9. 39 pg/mlL,
FLR 8.00 [ REEME 22. 22 pg/dL, R4 16:00 &k
BV X {H 26, 84 pg/dL, B BT mE Y A Z AL 10000,
LDDST J5 ¢ BBV ¥1{E 21. 26 pg/dL, HDDST J5 i
BB 21, 76 pg/dL,100% (¥ % 5 HDDST A~
AT, 2 il 7E ACTH.HDDST J& iz 5t i /K S 2
HDDST Anf il i, 2 F A G ik % 3 X (P <
0.05), W% 2,
2.3 BhFhELER
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CD 41. 1 f& MRI 5% 3f & 34 3% MRI 7] DL &g
82. 601 CD M A AE BRI . 51 4b 5. 22611 CD &
H IR MRI R 25 @8 5 FIREZE CT Bor,
46. 6 Y0 Iy B3 R B XU 1 R3S 4R L 25, 90 R
T AEM B IR AL 5. 2% 1 R I A

FAEF2023F4A%552K% 8H

AR A, A 22, 30 BB E W L IROR W R
Non-ACTH 4 : i & L IRE CT Bon s bR
JHR IR B R 2 T RS A, 68, 4040 B B S A B R R
T .26, 300 BB AN LRI 5. 30 R
XU B R R &5 A 4 A

x1 CD 4% Non-ACTH HEEFERRRARREREBR
. R . MR R i
A B/ AR s i MRk ar minE B IR . 1% iy 7 S 52
ZH n 7 He o7 iy
(n) (x+s,%) (x+s,4E) n(%)]  [n(%]  [n(%)] (n(%)]
2 (%] (n (%]
CD 4l 58 8/50 35.98410.61  3.234+3.47  34(58.6) 36(62.1) 25(43.1) 22(37.9)* 40(69.0) 37(63.8)
Non-ACTH 41 38 2/36 36.26411.86  2.5242.46  26(68.4) 26(68.4) 11(28.9) 5(13.1) 24(63.1) 29(76.3)
*;P<C0.05,55 Non-ACTH 4 H %5
*®2 AEFBECSEENNDIRERTLER
HDDST
ACTH 8:00 J Jit 16:00 IfiL J Jog LDDST J& J¢ i HDDST J& % i B .
20 51 n - B - B _ ENEE
(x+s,pg/mL) (x+£s,pg/dL) (x£s,pg/dL) (x+s.pg/dL) (x*£s,pg/dl)
(n(%)]
CD 41 58  76.61463.85" 27.954+8.91 26.7547.54 19.97-410.55 12.22411.16%  12(20.7)"
Non-ACTH #1 38 9.3947.48 22.22+5.57 26.84+7. 32 21.2645.59 21.7646. 49 38(100)

“,P<0.05,5 Non-ACTH 41 [t #; .

3 i i

AR CS FIL L HRIG KRR Z A, IEIK | CS 2
0BT PRI X 950 4 BB 5 DAIE JRE o I R OB JR A L 22 IR A
R ESME KL U AR R AR AR (Y CS 12 W IR
M, S CS, AREE AR 1 615 Pk B AR
MR Z PR TOAREE I N 2 0 5T B804 CS 1 BRI
PRI, HR R T B 7 = Al R B D (R (T3) AR
R 2 (T4) KA FR R 3% 2R CTSHD FEAR AR 8 1 5E , 52
BilE CACTH Fh i 47 4> B Bty k410 i 38 30 1 72 90
b ek g 7 LA 19 S 62 CS, TR 5 2 IR GE IR 22 it , Bz Jo e
Fo ACTH K& IEH0 55 — I8 J2 J8 090k e o e 34
ZE , X 8 B 1Y S I & A A R A O R I I R R
fE  ACTH J+7 . LDDST ., HDDST ¥ A 0] il i . A %
i BN B 5t iV ACTH IE 800w A%, LDDST B4 il , 3
B Bl PR AT JRE O 2 AR T 2R v R A AR CS, B
LDDST ##0il , A GEHERR CS, ANREK A LDDST %
PO 2 W oy Bl v R L 32 2% BB A T A I R E IR
e Qg BSOS IR I AR I A IR AR, 45 G R AR
AR MRI KB F R CT &k & 45 Rk — D
B RBEE A B 1 1 0 R TR S 2 0E 1
PR BRE A IR CS KRB H 5250 % A6 A i i i
K ACTH IE % . LDDST #40 l . A 32 #F CS. iR R
ANEEHIL, TABLZ IS H & & H 8 T #i e g,
W AEAFIE W N R CD, T4 Be pft 28 N RH T
TR VDB S5 i R G2 i, & TR AR IR A IE % . I |

W2 B HE T ENR LR FE MR
IR EAETER 55 — A a8 A2 CS 5 iF — 26 5@ iz Wi
RIME, an CD F 54 CS 1y 245 50012 Wi R e . 5 38 4
CD /&35 HDDST E I A nf i, B&EAmie T
Z R BE R E IS 7] e 2 5 8O K12 W FR 97 1k B
P4 SE 5 (1 3 & i 1 & AR R 7™ B R B B S RGO, B2 i)
BE ARG R Ay, MO E AT A T S W K
R lfi Ko 4 By B BK AR, 45 G T I 2 Ik A ok
S,

AWFFEIG RFFAE E . CD 44 &% Non-ACTH 4 ¥
B V22 WL, 5 SOk R T — 3 . R IS AR IR
PERER N AR AR A ULERFEZ W, W
M1 ASH B 10 R4 T3 3 4R A A, I If b e i T 3
AF R I AR 15 0 X 3229 A9 DR K P B R T RE R L
WL 58 25 v e VA 3R 1M 55 I PR 3R 3 i) A 5 v O A
HCSHY L AR CS R LR B I PR AR AR B2 Pk 2 8005 1
50 % I HR TG Bz Ik 58 s 3R B TR L B IR SR B0 R 2
CS LA FFAE X T AP Je ik 58 2 i) I8 ik 28 3 L 7
BEHEA CS. HaliPE N Bk B E A A B Tk SR g &
B 5 UL S B R R PR R R SR BN S
PR aipE IR S CS RARAE . A IRRE . 2 41
PR Mt 50 00 HE A I il s AR il AE A F AR
MRy fe S5 AR E] 5000 A A IR IR . CD & H
Sy G I i MEWER NUAE , 33X 5 R B k- A il 25 L
AR AT A TR | T B R G I
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FIMAEAE AR 09 8, 7 2 — L HE A CS, DRI IR
W2,

DAL T ST 0 5 K A 4 SR T, 2 A 38 SR B Oy B TR
B AL 2 AR 8:00 R4 16:00 Ifi Bz J5it ik
V2R TG T L (P>>0.05), 52 8.00 K s -
BIKSEHE 22, 00~27. 00 pg/dL, £ 3 % {435 [l X 4]
DY A0 2R T2 0 A B AR i R A B R UK P Ok i A
S KIS s M0N0 IR BT 3 K7 38 5L % 5]
WAl . BB kAT R LDDST, 4 i J5 i 5z
B K> 1. 8 pg/dL, % & CS™, #iiz CS W&
#,LDDST J5 K Jit B ¥ K 7 20 pg/dL £ 4.
CD#HE# ACTH £ 10. 2~238. 6 pg/mL,F A
76. 61 pg/mL, HDDST J& , JZ il %18 12. 22 pg/
dL, Hoh 20 7% 09 B %% HDDST A Al # ], 3x #F
IyEE ACTH &, A g HDDST A i il 1) g & 75 52
550 CS FEAT SR, v LIAT A F 35 kR i & 4 5
BRI K AR L T A A M O 2 I Y R B AT
oL HEAT IR A A S B, A0 SR AR e s K, e B
CT R LM, A IF K W CD AT fEPE K. Non-
ACTH 41 ACTH 0. 8~38.1 pg/mL, F¥{H 9. 39
pg/mL,100% [ % & HDDST A Al #ill il , HDDST
Jo B JROBESF- B N 21, 76 pg/dL, B LAIX 4HOHRH
ACTH /KFPA—E R TIEH =% {E, {22 LDDST
HDDST #5 Aa i, 455 % LI CT 45251, 5 F
B

AR R A A5 R 7 T, TR MRI 3k 8h 2 4 R
MRI A] LUK 82, 6 % () CD 3 17 76 T A IR 9 L T4
ZhA R MRI B W 42 = 7 3 000 19 A 1R 3 55 AR
ERAY CD R TR MRT 26 Bk 25 o Wt ¥, m] g 578
PR Bl 4 R A A T CD 4L B R EE CT
7R .46, 6 0 19 B E S SIS B RR R AL 31 100 1 AR
B AR IN AN B R AR CR G AR LR 2 )
Gihh 22, 3B HEE R R DL SR B R UL
A E R I L ACTH Az I B A 4% % T
EA XN, Non-ACTH B H S LI CT BRA
S IR I T BRI B R R A DA
BRI 22 UL 2 A BB R U B R R T R
AP AR CS 2 Wb R S A K B MRT & B 1
B2 CT i kA 75k

iR, CS Wi 24, 2 Wit 5 1 L tkig
Wi, Bl LDDST N al #i il #i2 k CS. 5 2 L Efiig
Wr, Bl CS 1Y% 2 Wr , 5 45 G i s L ACTH ,HDDST
B ERRH)ZE CT MR sh & MR, 0 BER AT 25A 52
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