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A B B IR B BT R (adrenocorticotropic
hormone , ACTH) £ & 1iF. (ectopic ACTH syndrome,
EAS)E R FE TR &5 A AR 1 — Fh Rp ik S A 2 D 2 {4
PLAN ACTH 1 Jif g 20 2353 W b 12 2 A A 000 1 1
ACTH, AR bR B JTis Az I 7= Az aod i e o 26 [
B G R MG R R G AE i P R 2R 5 AE BB B A0
5%~10%"", [ &b SCHR 1 18 B 22 WL DA S i ¥88 B 52
SE MR, 2015 509% , HU a3 1) S i Ji e i i Jie g
B4 10% , 36 ] A H AR B BE FE 9 (medullary thy-
roid carcinoma, MTC) , W& & 240 0 J8d | 5 W i K A= B
RGE AN MR A ARAL I IR N HE B EAS
W B 2 i SRS RIEF T ECE B Z P, 1928 4F
Brown 1 Jo 8 1 1) fifi 46 22 4 P g £8 #5190 B o
WEHE R LR B AL, 1962 4F | Liddle 42 i EAS 4
&, JFIAN ACTH #Y i A5 DA Bl 2 B2 3R 5L (proopi-
omelanocortin, POMC) 7EJE TR B J8 I 53 ik
SR HE BRI H G LT POMC H:H
TETEASNH LU FE T B RS2 L M B B AR 1Y
A RIS B TR AR 2 A 800 bp, ADE S
JIK, AN BE 43 WA AL, T8 A= 2 T M PR S A A 1Y
28K R 988 255 1 (paraneoplastic syndrome ) , 1H 2]
AT 2 2k 54 (ectopic ) ” — 1), A SCIR T H]
S,

L

— B IN D9 EAS o PR 5 A AE S B 9% ~
18% , T 4F B A 12 W £ R JC H 2 AR 7 K- & 20

BemA . HEAAREEETH (T H %5 :82170797)
BEEE TR E-mail: wqingw61@163.com

RSB 45 A

X EHS :1673-6087 (2023 )04-0242-05

AT 2

L5 EAS MBRI2 R IR . 95 [E Grossman HFIE 41
M55 T St. Batholomew P& Bt 1969—2001 4 318 fi
ACTH R E R ZE B AE s Hob 44 BIHGZ N
EASH; Lynnette Nieman B/ 58 41 1983—2004 4 7 3¢
[ [E 372 DA F5E BE (National Institutes of Health,
NIH) &5 PRBE 5T O B2 21 90 4] EAS 51,
B 2020 4, b AC I K BE A B B e i <6 B B
(Fi 4z BE e ) N 43 BRI B 79 191 EAS, Ho v 38 44l
(48.1%) AL W1

DAAE DA Sy /0N 40 i 68 02 EAS 19 BRI B
VLI ERE R LSRR o R A B 1 6, — TiAL S
530 1l EAS & 125 2 50 0 & B, /0N 4t i i g
136 1] (26% ) , 20 114 11 (22%) , 9 5 240 Jifd
T 84 1 (16% ) , Mo R 29 55 % (10% ) ,MTC F1Wg
% A0 LR 43 2 26 IR 27 1 (3 5% ), IR L E
i FLAR I A M PR R bk R A A el
s 5 EAS BB 79%9, 1 #E Grossman F
Lynnette Nieman FIBIFFEHRIE | Js 26 1 057 9 245 4 fili
KU SIE | 20 EAS B 27%F1 3997 % 45 <
Bt 2Rk U LA e B 20 Jm 217 41112 1B B A 1 EAS
R EIZ W 6 11k M RS 1 SR S
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ACTH B POMC 2 85 $: 4: i , POMC 1A
LT g ik 2p23, BA YR mRNA K2
1 200 bp , HJE K 22 38 H A7 20 240 MR 5 1 | 28 B
O A EARFR BB POMC % X 58 0% 76 TR 1K
FSWEaFER T LT 1 90871 L), %
Ty AT A= 05 PR 1) POMC 2 1A 5 1 T AR A1 4 4 i
EAE POMC SN 5% (R385 th POMC 3£ A5 3 %
ST U R 3 T ROE , 45 mRNA KN
800 bp MY A B 55 BT | SOTe A Wrid o
AR EE T A POMC i ) 778 T (R R R B i LA
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AN EH LA I ok 2 2H SN A 25 0 W AT A )
EPER POMC AHCH H B, A IfT &2 EAS, BFFE3&
W], POMC R TE TR HM 20 SR i Rk BR 1 5 5k
DA B B i S IR 5 P9 B0 AT S8t 5 AL LR i Y
TR IR R SR P TR O BLE B POMC R IR R
Bl XSk DNA Y AR B 00 DA 2 5 B0 67 0
AR Z—, DNA HEAGE % B AE DNA Gl 3L 751
i —Fh g, R FLEh Y DNA AR
FERAELE 5 -CpG-3" UL H TR P Y ML g e I 48
J7 %) b FY R R A T BEL A s TR T A A A, AT 4D
1 2 S B < IR e PAY 0 Rk T S A ol D A TR
B H D R 0 5 2k B R 2 0 2H 2L POMC K
PR 8 T -417~-260 X 4> DR 2 I 384k
FEHVREAOIR | T I K i 2H 20 v B Y AR AL HL
LTRSS ACTH 43 W /K-S i P, i pR
AT 393 e BUAE JBR IR A 28 9 o0 08 R TR POMC K
PR 8l -417~-260 3X A~ DX Ik B BE AL P2 BE IR T
Ty BE 1 R A 22 P 0 R, AR T IR R IR 4 2
s TR 525 W ACTH # 28 A 53 6 i 968 &
PLAIET, Wk BFFEEAE POMC B2 R T 14>
(LT NS T 278 B 3 3 R BT 0 O O 4 X
PR AN S8 R W], B S T 30 B BR IR (eyclic
adenosine monophosphate, cAMP) &% 1 7C 14 45 & &
F1 (cAMP-response element binding protein, CREB)
855 %00 8 1R PR LR S m A AT AR I TENR
J7 I 10131
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EAS B BIR R EAMINE , S4E BT &
I o AL AR i3 1 A AR B | S ACTH 43 90 Jier 988 ]
O3 0 W AVE RN B PE P Pk R AR e AR K
MR ARFK MR 43 ACTH = 2 XU E 1
i 5 A B ol R R K OPAR R AH T R A
SRS RS | AN /0N A0 ML e 1SR R A O IR
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P b I8 G R 43 W ) POMC ATt — 25 B i 7 A= K
iy EBRAIK R (y-melanocyte stimulating hor-
mone ,y-MSH ) Al B-MSH , t 7] 5 25 B & 1) 5z Jik €5
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TSGR TR 2R A AR 2 I Lk, B
ACTH HASE P TR 2545 i 5 4k T, %6 531 3 (R I ACTH
IR SAL ACTH 43, KGR (8 mg) ML ZE K FA 1
il RABE 709%~90% , ¥ 57 90%~100% , A< PR
RLZH 17 B2 W WA 9 EAS, 16 1 K50 & b ZE KA
00 X 55 AN RE Bl s DL A AT A B R
it 2 B E (corticotropin releasing hormone ,
CRH) TCIE AR U BL T |8 mg Hb ZE K FA 4 i 1 5%
AR SRy —Fh 7 A A% S 52 W7 M CRH 2%
I BN S Do R O F EAS S A =2 A
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U F AN,
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Pk B 1% (magnetic resonance imaging, MRI) £ £ i
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HA NS IR B Ay B kR 1 I € ACTH
Tofs JEE X6 4 7 43 6 ACTH g X Be AT — @ # B, A
Ry BB 43 A 2 P 3 W P R R AR A R A2 A 2 A
() 2235 BT LLAA (In) b id 19 28 K40 K B T EAS
() 5E LI W, i B2 A A AT LAIE— 25 B A2 W | 38
1f g H AUk A (AL G AT R 567 ACTH 43
PR ACTH 38 PHE | A B A A AT & B0 41 i Py 53
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£ 5012 B

EAS 1 5 3 (A58 BT SO 0% #E AT 5851 . EAS
ML ACTH 7K T 48 3 (R b 9 s, [ B ey 3
K ACTH 43 W 52 B 30 61, iy 2 44K 50 i 7= A= 1Y
ACTH — AN I 2 iy FER AN P61, 95 5 oL 1 41
il Bz BT WA s TR ACTH IRJ8 ACTH 43 1638 i,
1M 43 W ACTH 1Y 55057 b 988 AN th BRI A S ) . CRH
AT 3K 22 B 1R B R R A Y ACTH B ik, (R 7E
EAS B #F W ITCHAVER, A5 ACTH Ji 88 A I
WK T W IE R CT K& MRI, MKH  4& ACTH 1
Joms £ TR BT ACTH Y B 55 1 s 68 1) i) 6] e
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e bR A0 2 A sEUR S FAT 2200 R YT BR
AR 2 ) 2% BB A B U I R R R R RE A B
T ggs | S A B b B A V) ) i DL B OR RRR
J7 . PR S T AR R A DI BR R 5 A R
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Bt EAS WA T B,

L7/ bisyis

X TN REE DL ARAT RO B B
TR T 28 S Aa T e B o B I A A AR, T BE
iy B RS S I R . SRR
KRR TR R OK T HH A5 IS [ A A R RE I 55 AT R
TAZEIIGYT , T LR 2GR R R

J Intern Med Concepts Pract 2023, Vol.18, No.4

A, T RE S ORI B S S RE DGR | — B R
SRRV AL E AR P I

HERERE

ARKMELELY (somatostatin analog, SSA ) &
gt b TR RIER S o MARE IR | R T R A A0 AR
B, BRTAER R Bz B — iy 1152
il 71 osilodrostat kb & 5 i i 2 A7 5T =5 (19 %8 77 T HE
K2 0, B ET LR IT A T 645 B RO 7E I 1Y)
U R RIS Z20E , (H TR AL EAS i R i
UESE [R5 T 00 AW 0E o A BUR a7
Ak AT MTC (9 EAS H (8 F 56 0 4l 590 47 20
fli o FLFEAB JE (vandetanib) R H13EJE (sorafenib) B
#FJE & JE (sunitinib) 2 F M ACTH 733 , BEW 7
SEE ] B BB AE Z20E |, HANM T Bt fE A ax
WIARA A B A R R W], — 24 1 550 7 vk T
AEMEAT % IEHI T EAS 3, —L88B0a 7 7 ik anjik
KZ KT SRE 103R YT, FEALFEEL 90(*Y )-[dota(0)-
phe (1)-tyr (3)-3 il ik (octreotide ) , DOTATOC] F/l £
177 (""Lu)-(DOTA-octreotate, DOTATATE) , X} T it
Jed o b S 7 PH PR B IBCAY S 5 A SSA o TR 1] 25 )
s AITIRYT HF RS T 5 T EAS,

#1751

B 17 % AR R RN 2 4R
ABE, H 2018 4 FF by H B0 5 A% [ £ 1 56 #57e 8
e, ENLr KRB R T EM, 2020 455 A
BHE MBI B AR HIE ) s TR,
BN RIRAE RE TR S kg, ST 0 HE
FTI 078 78 i RTINS L N sl N AT
ERIAYT 1A YT 1 IA) 2B 20 B T SR
JE 7K P TR I B B R i — IR T WA R BE
R R AR T RS R I AR, B
A, R 24 e B B AT /N A E R R I
3 kg A

i8R s B R T EE T AR TR 3.15 kg,
RS B ISy 10 0 AE R EF SRS AT S
TN PR B s, N R B, 12 %
Rawm, 40 6~7d, W 50~60d, KikKHZ%
2020 ¢ 7 A%, A 438 20 d KIEAIE

A B J5 56 35 B B2 BT (8-16-24 £4)2 422.73-
2 725222 071.38 nmol/L. (87.78-98.74-75.05 wg/dL),
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ACTH (8-16-24 £1)109.9-925.3-61.8 pmol/L(499.6-
420.6-281.1 pg/mL), WK & K BEE 21 905.73 g/
24h IR 2 me HBTE KA AT A BN 8 me 1
FERAN ARG A WA, XU T 52 i KR i
(bilateral inferior petrosal sinus sampling, BIPSS) 7t
B AR 3, bR IK ACTH ¥R B2 i T rh X
LA AR MRI S i R 5 0 )32 ) B #R CT
Haok. ATHAPELE Y 1.7 em x 0.9 em,CT & 14 HU,
W ¥ 2)5R Ak, CT {H 66 HU, L CT 345 . PV E
BRI IE R

55 BAF IR RADIR | PRAE K H AT A OC AR ALK
AR /IN R KA A A 5 A B T, BIPSS
JCU S AR S HL b ik . ACTH T D gt | 5
SR IIPE 5 08 EAS, BT RS o 7 >k I AT fE M
K, HEBRER SIS T 2020 4F 8 A 7E2 BRI N 17
KI5y Al Al B R R VTR R T AR SR A DL e
AT HT BB, HARYY 1.8 em, RITEH €A, KU
B A, SE BT BRARAS | 38 DK UR | 328 7 i 96 1
AR PR N3 AR R AT RE AR S B B R | g
JiR A 28 N o3 I bR A% o SRR L INEIRBE 75
I3 AR ZE N O3 WA IR (N MRS ) A RO SE
ARV R kA A=A, g JR R Tl iR 2H 2, )
ZAME, RPEHALAEI/AE3 (+), dEMEN 19
(cytokeratin 19,CK-19) (+),CD56 (+),CgA (+),
SYN(+),ACTH(70%+ ) , R B %% 5% -1 (thyroid
transcription factor-1, TTF-1) (+),T-pit (+),Menin
(+) , o= PR BT LA IR 235 i X G 6 1R i B
4 A (alpha thalassemia/mental retardation syndrome
X linked ATRX) (+),Ki67 (1%+) , A KAM R 32 1A 2A
(somatostatin recepor 2A ,SSTR2A) (-),P53 (¥ 2k
LUBIE I T W N (programmed cell death 1,
PD-1)(-),PD-BCiA& 1(PD ligand 1,PD-L1)(TPS=0).

AEFE AR TR S I o 02 ACTH 730, T TR
DIBR, Bz Bk -9k, 5 B EA SR LIRES
SEIFRRE T BE  BERA AE i fa B, T Ak T AL i
o AR T, FLHE A DU 1 B S5 R ACTH 7K -
Ko 24 h PR B BURE K B B 10 mg
SALTT AL I A AL TT IR 1 RS R Al
B 5 BE - (8-16-24 i )155.66-90.80-34.22 nmol/L
(5.64-3.29-1.24 pg/dL) ,ACTH (8-16-24 +1)1.8-9.6-
1.8 pmol/L.(8.3-7.9-84 pg/mL.) , BRI 5 K Bl 50.40 g/
24h BR, AT 1 mg HZEKAD G 12056 7 1 f
JoT B2 A B A (20.7 nmol/L, B 0.75 pg/dL) , #2785
B I B L RE A T SR AR
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