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[Abstract] Adrenocortical carcinoma ( ACC) is a rare disease with a dismal prognosis. Currently surgery is the first choice for treating
ACC. Medical therapy and radiotherapy are adjuvant treatments for patients with unresectable metastasized disease or incomplete resection. Mitotane can
inhibit the proliferation of ACC cells by inhibiting mitochondrial respiration, causing mitochondrial membrane dysfunction and inducing endoplasmic
reticulum stress, and inhibit the secretory function of ACC cells by inhibiting the function and expression of several enzymes in the adrenocortical ste-
roidogenesis pathway, which is recommended as the first choice for adjuvant therapy by multiple guidelines and consensus. For patients with advanced
ACC, mitotane can also be used in combination with etoposide, doxorubicin and cisplatin. During treatment with mitotane, drug blood concentration
should be maintained between 14 =20 mg - L™", while related adverse drug reactions and drug-drug interactions should be monitored.
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DR, % VW EREREAYORICEN IR A RIG KT AR v R

BAEERBEEE X, Ki67 <10% ., 10% ~19% fil=
20%EBEERNLEREFY (relapse free survival,
RFS) 435I453.2, 31.6 9.4 1~ F; PALAKATF
B4 (overall survival, OS) 43 %% 180.5, 113.5 F
42.048%,

HET, FARIIATHFEFARIERSFMH ACC Y
BIEWRIT A, EXNTFEARREZ2TWERMIRA.
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KFEHH (mitotane, R iu4%: Lysodren®), 2%
HE MM EHA (Food and Drug Administration,
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JE (mitochondria-associated membranes, MAM) /)
RSBt AR EE DI RE TR, JhlE I A R e S
BriEsE MAM _b 257y 5 B 2k S 390 B B 3 4k
32 ACC EINRERERS, #— Sl RAAT,

2 RFEIEMAZE. FREERAWHEEER
2.1 XFEEWHERAE

KFCHE K 500 mg WA, BIESHE SIEHIR
B E R, B EFBTS 2 K3 KA R,
FERNBEFIRAGANEBTE (801 g&H, 2
FpBENESH 3 g) HEHEFE (80 1.5,
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WS KT, Bl TRREAEBESSHREN
( corticosteroid binding globulin, CBG) #0 f& i BE4X,
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G (3% )™, BRI RAET B LT EEE
Tl , BOXSEHRME RS EESI,

EXEEELHEIBIEMY (National Comprehen-
sive Cancer Network, NCCN) . HH7HIRKIMH P 43~ b Il
K2 4 (European Society of Endocrinology, ESE)
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FREHEREE (n=12) BETH 36.4% HKIGTLH
waEm

HifbT Ay FIEMIER S NIRAH. £
B, FEIBERME MR EINAAT ACC IR
gERIEAEEY ) HILE LT F ACC 18T 3R
BEZRE. —T L E MR EMIBIT R
W, GRAT 145 Bl RREA ACC B, Hp 132 ik
GFEIBME, 3FRAEEMIE, 10 fEKSHAl
yrehty, Heb 78. 6% W B E F B 2RI
FEVIZRE R BEPMNIHBEFH (progression-
free survival, PFS) X 12 F&, 4.9% & 4y & b,
25.0% fRiERacE™ o & AR B bR 25 % B Y
KICHEITH (n=42) BRXF BixMmZEHkEN
RIBAKRICIHEITH (n=47, 21) M, PFSE
K (B HR =0.56; 95% CI; 0.35 ~0.77; P =
0.0026) , 4 30 FlBE (20.8%) MIEITHIKSE
R (R RMBHIERE >4 1TH), X30
BB EYE e R RIEMmE, H 27 IR RA
KIGH, BARMITHYBREKICHBT AT U—ER
B RS EIE R

— IR RIRTBEE I I PRI TS T EDP 5 £
(IRHEIAT + ZREE + 41) BEAKITHMITL,
BN RN 48.6% , 72 FlEH ACC BEHH 5 4
KBTEEME, 30 BIRBIFEE, ZHRESR
EDP Bt A K FE3E BT RUBLT- bR FE38 B 25 5 Hof ik
Fr R EF, FIRM-ACT B—IEE Bk Bl bR
BEYLYTERBFSE, PR EIET 304 FlMBIAE, 4
REHKICIH + EDP J457 LLORTEIE + HIRB R IBIT
HEHASESMRME (23.2% v5.9.2% ) FEK
B AL PFS (5.0 A 0s.2.1 AR, KB H
3L T EDP BRA KFEIHAE N ACC —LRALIT T
R, R B — S RETL BRE P A
BRMBIT T,

5 kEBEEILERBEPHTH

BRI T JLE B & 6 RGBT MG IRTFR
B QG HMEREKIEES ~12 g - m O XWILE (n
=24) HITHRITHRARERHABTRMNEA R
30% 7, —RAA 1L B2 ~ 15 % LEMBFR R A
HiF14~20 mg - L' WM EHIERITHANE
MMEEREK (H1.0~53g-m™?), HAE I
BULELR T B NLERRNERRARRE™ . Eit

JLEMRAAREBITERAR, TEBHERNE,
MZEHRBERA B WS RL EAIRE . FAR AR
FEEMBILAEE, WA RERER, ENFR
B AR FEIRIATT B P A B

LR EFTR, ACC B—FhBUE A0 5 I % i
B, BEFARET; HTREFARA. REEEHR
#, KRiHE BRI S NERYE—HAEE My ACC
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ARRNL. MR, FAERZFHEERTFIESE, HAE
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FEFARERTEEVIBRE R R B8 & P ERAKEHE
BN, HERIIPINT, EHXKIEHEEKS EDP 1)
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