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Abstract: Coenzyme Q10 is an important electron carrier and antioxidant for mitochondrial respiratory chain, and as a
synthetic analogue of coenzyme Q10, idebenone was first developed and marketed for clinical use in Japan. Idebenone can
act as an antioxidant, transfer electrons, and exert an anti-inflammatory effect, and the human body has better absorption
capacity and bioavailability for idebenone. Up to now, a large number of clinical trials have been conducted for idebenone,
and preliminary results show that idebenone has the potential to be used in several hereditary and degenerative diseases of
the nervous system, such as Leber’ s hereditary optic neuropathy, Friedreich ataxia, Duchenne muscular dystrophy, and
Alzheimer’s Disease. The article reviews the pharmacological mechanism and several important clinical trials of idebenone ,
so as to provide a reference for further clinical research and application of idebenone.
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FI A% A H LI E T (oxygen radical absorbance capaci-
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TE DELOS BF5% 2 DMD £8 55 4 FH 7 Jili 3 5t o Tl {8/
41 Et (forced vital capacity as a percentage of predicted val-
ue, FVC%p) & T 34 BIE (50% .40% F130% ) , 45 53
WY, 52 B AAR HE, SCHRBR AL FVC%p T B 2 50% LA
TR LB (15% vs 25% , HR=0.48) FUE T 3 /4~ {8 £
B BB ) (28% vs 43% , HR=0.60) AL, #F— 4k
TE T 3 Hb 2K 1R X T DMD 8 2 I 0% T e T R 1 41 4 4
RS SR S [ BRI 5T (SYROS) H, Z Rl DELOS ik
55y 18 4% 1 T I R IR B K 0 R 2 A 9T IR B
AR 5 AL A A R A I B 2359 LY FV C9%p
PEF%p [ F B Ir G2 fift , ik B 17 3 MR R X DMD £ 25 0
W I RERCE Y K RLVE R, Garegnani 25X F 2 11—
GINT 321 44 BB AE R OCTS R B T Fi DMD B Il PRAFE 5T
HEAT T RGN, o 1 5 11 255 44 f8 5 1 R 452
TR B EIRYT A AR R R L, 3 R R
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B IR P g SRR e — b EA T 1 i M 48 R G iR AT 1
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CACRERE RIE R A LS TR RE D g
AEFNTHR T E RS AT O A L R R 2
A KU I B0 o8 BRI PRI 3 B, S b ARG T BT 7K
P BB WICAZ T TR AT O R B 3 ek
Y, Weyer FEMWFIT R, 33 6 1 H 270 mg/d 12K
P IAT 7 58 1A BT 7% R T B A6 3 1) T 4 R 4 s [ ) JR
ok U B P E B 3 (Alzheimer’ s Disease Assessment
Scale, ADAS-Total ) | HI"Z R 2 LEA W ks, O H A
H25Z 90 mg/d SLHRBRIAYT B9 A 1L, #5252 270 mg/d /Y
S ZRBRIAYT 10 BB 10 3 AL e s [ BT JR 2 1 3R
PF5E T e — AT 1 2 (ADAS-Cog) BT /R I 13 BRI RE
R —AFA I T (ADAS-nocog ) FlIIf A A AR EN £ —
2% (Clinical Global Impression, CGI-improvement) 1B R

F1 XHEBMRCTHRICA

551 ClinicalTrials.
Sk PMID/AF 4/ 5 & AT 5 R o 1) R BRI gy EOVEIT FHRR A F iR

b RCT % 1

. . NCTO00747487
21788663/Klopstock ¥ /Brain/2011% £ H (3% H mE Kk LHON 85 /1 900 mg/d 24 )
23263355/Rudolph % /Journal of Neu- " NCT00747487
faE R mE X LHON 39 900 mg/d 6/~

ro-Ophthalmology/2013% ! - /11 4 ne A
12771264/Mariotti % /Neurology/
2003 FXA FRDA 29 g 5 mg/(kg+d) 14
17826341/Di Pr[ngs]pero % /The Lancet. £ FRDA 48 NCT00229632 5 mg/(kg-d) .15 mg/(kg-d) . 6/
Neurology/2007 /11 45 45 mg/(kg-d)
20697044/Lynch % /Archives of Neu- NCT00537680 450 mg/d #2900 mg/d;

FRDA 70 6/~ A
rology/2010""! = /1 45 1 350 mg/d £= 2 250 mg/d :
30887496/Cook % /Acta neurologica " NCT01303406

(R B AT A FRDA 29 1350 mg/d.2 250 mg/d 24
Scandinavica/2019"" LN /11 28 ne e A
2l392622/Lagedros[5lf/American % FRDA 70 NCT00537680 450 mg/d F= 900 mg/d; 64 A
Heart Journal/2011"" /1128 1350 mg/d #= 2 250 mg/d
21435876/Buyse % /Neuromuscular NCT00654784
Yo A B DMD 21 450 mg/d 1
Disorders/2011" b /11 e ®
23129412/Buyse % /Pediatric Pulmon- NCT00654784
Yo A1) B DMD 21 450 mg/d 1
ology/20135 N /11 3 e .
. R Y= R e R ) NCT01027884
25907158/Buyse % /Lancet/2015"” , DMD 64 900 mg/d 52
uyse 5 /Lancet @ ﬁiﬂbﬁ S XA mEF EE e mg J2)
28869486/M: =) al of N - AR BB T2 + % NCT01027884
' ayer 5 JuuTZ;Ii of Neuro ABF EE T2 |EA IR ) DMD 36 900 me/d 5278
muscular Diseases/2017 LA E KA mIEF £ R /1A
9267856/W eyer % /Neuropsychobiolo-
o Weyer T /Neuropsychoblolo- AD 300 /Il 90 mg/d 42 270 mg/d 6/ A
2y/1997
9850939/Gutzmann % /Journal of Neu- " 124~ A F=
f& AD 450 /A4 270 mg/d #7360 mg/d
ral Transmission/1998!°! Gl # mg/d £ me 24/ A
. . 360 mg/d.720 mg/d
1466303 1/Thal %/Neurology/2003" % AD 536 -/l 1 orgs . mefdd
mg
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mental activity of daily living, IADL) W 3F-43 1 8 ke 3t 5 3¢
b R 14 77 35 S AW S A IE AR DG o {HLZ  Thal 557
1) 28 TPt I AR 22 B L 34NN 1)t (360 mg/d . 720 mg/d
F11 080 mg/d) 3L Ml AR 21 1] f) 3 22 45 JR 46 A7 ADAS-Cog
HU I PR B K B % 2k 3% (Clinical Global Impression of
Change, CGIC) WA B 22 01l ; F&e A 2 X6 L, 3E R
B 4 Y 5 B4 JR 46 b ADAS-Cog 45 W i 4035 , 11 2245 &)
T8 bR CGIC M E L5 JR 48 AR [ B 2R 15 16 3 (Activities of
Daily Living, ADL) . B[ /R % 6 2R 9 BRA 7 24 9% 53 (BE-
HAVE-AD) HI i 2R #R A K A (MMSE) |33 47 W i 24
A BEE IR R AT BE AN REAT RS0 ] % o T B S
RIS RE RS o R IR 55 AR 1L , Thal 55 A9 5%
AR B B (536 1)), P4 bR SN 42 T S8
T Gutzmann 55 B 5% H AD 892 W FIG0 A ST B bR 1E R
REAFAE ), PR 22 SR A Y R T 32 R 7 T 6~121
H Bf ADAS-Cog PE4M A B B0, S51EH AD SBE AT,
P Thal % (W58 58 BAT IR A7,
3 EERRE

g5 b SCHRTRAE g — R e AT, o] LU 8 o
SR A R R A S A I I v B P A 3 B n 4
JHL AT A 8 e RIS S E BN AR FH o S b AR R 24 BRATL
il AR XS B BT , 22 G PR o ST X2 1 i PRI 56 A 5 95
Lo 5 ERLR T RERE A5 A AL DL L A DGR P 28 R 85
ARG B AR PR U T — S B 4518, 5 SLih 75 2
TR A 1t R R 22 (14 1 R 53 e i2F— 20 UF 5 3 2R i
TEMZ: R GEAR B T RS T R
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