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DHCR24 A B %45 3B- BLASE B B -A24 i R 8%, MEALEL & BEBIAe B BE 69 & K. ik
##F% 27 DHCR24 Z R —AMNRA RmIe A=A 3 HteEa.

E T AR T 74 caspase-3 7E M

KW HRAT 2 IR TR, LB MR E . IGF-1 AR TR EFHFHAT T ARE
BV AR BAY Z MK B AT PRI . sk, AFR A9 DHCR24 iF 488 iF 7 Fh it Ak Aust
REM R MG A2 mfe BT, Bk DHCR24 #93imit B T fb A8 id S AP IR B E A, BAFR
DHCR24 64 4740 i, B = ) G B ORI A%, J5 A A7 2 BATHE & R AR S vA AL B8 20T ALl 64

F It 06 T7 R 0 B AT ik
KA

2000 £E, Greeve i F 2 7 mRNA /Rt
REWREEH DHCR24 B . 5P /R % ¥ ERAE
(Alzheimer’s disease, AD) & ¥ W) AK 523 X kAT 52 2
Ftk, DHCR24 S HAEZ I MA L TRt j J= h HIR
ik B3 R RE, TR S R ) B N A XA R
IEAHSE, BE 8 DHCR24 R WA RPIE-™, XA
Ui f 4 4 seladin-1 (selective Alzheimer’s dis-
ease indicator-1). 2001 4¢, HARI /NS MK
PRAE S b g 8 R, DHCR24 ZE PR 4R (1) 3R
ik 21N, o FL g n - i 2 23 rb AR ) 4 L
JAT B YA, B~ T DHCR24 2 Sidi i T-4E A,
T % BB o DR g L 4 4 5 hE 0 8 I o AR R A 5
1K B9 DIMINUTO/DWARF1 [EJ¥5 T v 4 b
human DIMINUTO/DWARF1. Ffill faf5i kB
DHCR24 R 4715 A2 3B- i 010 [ A7 -A24 i )5 g
(3B-hydro-xysteroid-A24 reductase, DHCR24), {4t H
[ 1 A 4 ot AR PP B JE — AP S B AL O A [ 2
fd iR, W HERLREMEHHATE N
DHCR24. A DHCR24 & [F {738 57 LAt %+ L]
T ) e S RV £35S B (R HE RS UM ARRAE, RIUA ™ AR K
B Bba, FRoMAE BB I AE (Desmosterosis, OMIM
602398)1), T RBFFRH], DHCR24 B T HA
I B S R 1 BASR, I R e R — A R P4 A
THEHERZ hREE AR, A3l x DHCR24 f)2: A
ghHg, R AR LA R Z PR R DU R T AL R REAT

DHCR24; Hi4B i 175 MR 1EH; AN

1 DHCR24Ry45+9FA4A4R 50

DHCR24 3L K/ N2 46.4 Kb, 7 T 4eta44 1p31.1-
p33, BEI M ETHANNE T, s — 1 EH 516
ANEIERR TR AL FE R A AL . AR B T 2
AHRSEMNIRTFEBBEGSK(E D). URE
DHCR24-GFP#l & 8 [ I FURLE: G N H4 P2 et
988 2 ML BV IF 9T 5B s, DHCR24 K EB43 sE AL AE P B M,
B T 5 AME B 25 1A —3%:. DHCR24 7
FIhiE 5 A 5 FAD FAEM & & MR TS, &
BLHY FAD- #H7 SE AL A TR B2 KRR E . SEB
I, DHCR24 B 514 S B I IR B 2R 75 W B
B IR B AE, PR3 44 human DIMINUTO/
DWARF1. %) DIMINUTO/DWARF1 253 %
MEXREYERSE, FAESEFRRBTS
DHCR24 FH L HI X EMHAEAS. Aid, DHCR24 &
10— %755 B4 E N\ 28 I BRI S 2
W JEBERBCE I FIM U, 1038 NADPH 45 & #I3L
@751, B2~ T DHCR24BR T 15 4 MR & 575 hid R B
PAAh, T GEE B A A 77 ) A2 B Th fE

BT RAL, BETEZHEMARAR PR
DHCR 24 mRNA [W777E, 3 BAES ERR. FFAE. Al
MAETFIR S B HEAKTFRRE. HRIANTZH,
57 T DHCR24 LB DhRE R Z M2 A

W H #3: 2010-01-19 #52 H: 2010-08-30

EF BREHE R4S (No.30800575) ML TEHE T HRR &S
(No0.2009A304) % B Jil H
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VREWKEQGSKTFMCTGRPGWLTVSLRVGKYKKTHKNIMINLMDILEVBITKKOIVRVEPLVIMGOVTALLTSIGWTLP

VLPELDDLTVGGLIMGTGIESSSHKYGLFQHICTAYELVLADGSFVRCTPSENEDLFYAVEWSCGTLGFLVAAEIRIF

AKYVKLRFEPVRGLEAICAKF THESQRQENHFVEGLLYSLDEAVIMTGVMTDEAEPSKLINSIGNY YKPWFFIHVENY

LKTNREGLEYIPLRHYYHRHTRSIFWELQDIPFGNNPIFRYLF GWMYPERISLLELTQGETLRKLYEQHHV DML

VPMKCLQQALHTFONDIHITPWLCHEILESIOPGLVEPKGNEAEL YIDIGAYGEPRVKHFEARSCMRQLEKFVRSY

HGFQMLEQDCYMREEFWEMFDGSLYHKLREKLGOODAFPEVYDW-C

Seladin-1 aminoacids sequence

red animoacids homologe to mdm2 binding site to p53
green animoacids homologe to pS3 binding site to mdm2
blue mutations lsading to desmosterolosis in human
black italic caspase cleavage sites

flavin-adenin-dinucleotide (FAD) binding site homologous region

Fig. 1 The amino acid sequences of DHCR24

2 DHCR24 4% IhEE

2.1 DHCR24 B3 & BEEEAELEEER
2.1.1 DHCR24/{ 52 B854 R Bs7& . DHCR24
AL IR SR BT A 9256 (8 W R B £ B PR A) 44 A24 (37 X0
BRIE SRS, R R RN R R R S Bl B
55 WA SR 4 T B (L 2)

2.1.2 DHCR24 @34 mIBBEBAALNGAERL T
¥R EEA 7E A2rh, DHCR24 584514 S BU#% 1
R Il 5iE(OMIM 602398), 1X A& — /b WL, 3 7™ . f) i 4
ARSI W 25 B, S0 B2 0 DAy I 3% Fn 2
LR, I BAER 2 ENERREH™ER
BHIET. BT, S#HFRIREH L DHCR24
EHEREE XRAAFIIANEIIIK. N294T. K306N
R Y471S)(BE 1B, H T4 i BAE A8 3 19 A (& B2 A1
P JFURE 8 BE I R AR UK PR &1, BE 78 7 DHCR244#
A A24 7 XUEE I 5 B £ 3% P T BRI, 5 80 S R 4L
B Hedghog 15 5 18 % 73 T IH |4 B2 (0 i F2AZ BRL U731,
Hedghogilfl % & —/MNMEM P B TE L M AR B R

B EENS S %K. Hedghog & A& M4yt iE
H, WEMEES 51 8 SHEW A feRSE D .
[ = S B0 R B AL 2 Hedghog 5 5%
QM IhRe R, RAFEAE T ENEREE FHM
B TRER. A% KEMET DHCR24 REH R
/N, FE IR DHCR24 /)N L) L3 FIAH 2R A 584
AEREEE, BEAFEENHESENHR, X
DHCR24" 7] R AE H A2 B A7 _E B DHCR24++ /h B A1
Al A2 Y DHCR24Y /N R BN 25% 2244, B G B —
Tl 50 () Bz JPK 3 R — e LAt P R B S P A5 T £ HH AR
JU/NEF RS FET0N, A IR 5 A 28 5 B R LA
A2 [ 7 B B 3R B R P AH — B

2.1.3 DHCR24 i@ id &~ 2 B) B3 & 449 2R AP 4E A
IRE R AR RGP RIE M AAE S . —J7H, B
BREAC MR TR P R —MERETF. &
HIERR, 72 AD MIESIMAI IR Z FIZ A,
{14 I 3% AL [ R KT T B- vE AR R e A,
A TEAEEE EN ed AT ROZER FHENE
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Fig. 2 DHCR24 catalyses cholesterol biosynthetic reaction

P e B B AR 345 ) VR b — A AD EE M BHE R
K EFHNR, RO ZEZ. HNRRITRS
HIRFF TS 7~ HMG-CoA Reductase(—FiiE [& B & B SR
TEBE) N HI 7] statin KAV HIEIT V] e PR KR
B 2 - R AR M 2 AR B 4E I, AT BRI AD 1K
. RTH— 1, T2 HEFF0A A A8 & R
M2 RS E LR R SR ER, X &R A
h 2 RZE(CNS) 2B AR M — 8 e . F
£ b, RE CNS RE¥ANFEREER 2%, HEER
T AN B AP IIERLIEE RN 25% . BEE
B, JLAWEFLER G T 240 i 3 &6 T F B 2,
e ) e 20 0 TR ) 5 R G R A T )
SEEAZY, EXMET, RS L&
B RS —MEPLE R R . R AR
S0 i L T8, Ko 40 B 5 7 O I 4l o B-

JERYRE R A RO ELAEF, TS — A A B
JEAS B TIEIE, SRS KRR
DHCR24 7] G2 i it & i A8 [ B 17 7 1 [ B2 B
B RZAEHEERRE SR RESH. BBt
5729, DHCR24 [ ()3 RIA SR £ ¥ - fE &7
PRIV, 2 8 e v UL ] A P AR P 38 om0 7 %o B- U
WrkE R 40 M S PR, FRREAL T A2 40 B
BRR. 5iXAGRHE B 7E, H DHCR24
700 Ak B DA R il P PP 5 -B IS (— R AR BE 2 S
F71)) 45 308 1o A 4 R 0 2 AR R T 189 0 T A 2
BT B- E M RE B BT B4 M T K U R U4,
&b, FIRH KB, 76 AD BH KM g L, 532
Wk 0 BT D A2 TG, B ] )5 R e D
T REMFEE AT B- 7 WA B FIVE M R B AT A R
F1 APP ARE AR, 8T B- ik E BN ER
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=, T HA 4 B RE [E B2 1t B e AL D)
BB/ BARK 45 R KRB, DHCR24 ¥ 3 20U/
B K o IR 1 B /K T AR, FBE A APP I B- Je iR
HFt&E. fHR, ML M8 DHCR24 W RIE1E
T HHEIRE K, KT APP 7= AE00), IX A5 RS
ZRAER TG b L ] 2 ) BRI T RRRD B- Ve M R 2R
HINMEAER, 3+ HINET AD F L (B 3).
B2, KT DHCR24FE I M2 AR 1E F IR 5 45 R
UESE, 40 M b RE [ R 1 B & B IR AR S R 2
KEEN.

B T ik BE [ A O R B TS P R FE A R
VEFA LASK, T 156 BT A P DHCR24 5 R R /N B R
JiG 41 4 4 B SR AR B 77 I TR 52, DHCR24 3@ it A ik
JIE [, 44 F 40 M 25 4544, AT ZE insulin-Akt-Bad {5
SRR REMBRERC. BT ARE/ ER
BACAE S @M P RIEMERM 20, X—H5iiR
7~ T DHCR24 ] g 7E HoAth 20 2840 i 2K 784 o th i R 4
FEALE 2 B ORI 1E
2.2 DHCR24 EER—MI A MR EZE N SH
HERIPIE R B 4D

(A)
Healthy subjects

AD & —MEE L L WK . AT
2., 425 BRI L PR A (1) U8 32 7K T A X A s ) XL B
708, (RAMAKAE B, R R 2 2R
SR AT I R P A ) A PRI AR DR BN, 1
SRSl T YR, B2 — AP T, B
R RWEIT AD MER TR —. REHRDILH —&
WA SR B s E B 32 VAT P B2 PRI XU B IR
%2 R AD BRI R AR, B B, A& F
SRR ST — LR PRI ER 3 52 /AU 15 7 (Selective Estro-
gen Receptor Modulators , SERMs) 1125 {4714 FH 21,
i an, 26K B o R IRBT AP E B ) SER A 1577 &
5L 35 (tamoxifen) 15 ¥ 5§ (raloxifene) R A7 i 22 £}
FYER, T H 3 BA LA B- VEk A ER B A 40 e
0 fE 2229,

Greeve SR ETHARF 545 A0, DHCR24 7] LA
IE 4 caspase-3 FRITE T SR P A 2 40 i o AL Y.
WE SRR T Btk T#E DHCR24 52
MEB 2R SR SR AL T T — A
BN RE 15, Peri [FIWFFT/INH PSR A B IR B PR T I
R ME——Fh A IR, BIEEs RIEMEBMERZ &

DHCR24 (—»

Cholesterol (normal) I

O=Cholesterol

(B)
AD patients

DHCR24 {|—>

B-amyloid

Fig. 3 The relationship between DHCR24, membrane cholesterol and B-amyloid protein generation
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(estrogen receptor, ER) o fl B IR it b Bz 41 g
(FNC)ZEATHFFT. FNC 40 o F A7 B0 R 50 52 A4
Z TR0, R MR, SRR EEEE
T MEWEE /SERMs TEM P MR E . SERR L,
173~ M — -t R 0 U A0 B 14 5 - (2 2 MR B- U
BMFEE A A SN SR M EETER. 17 #E
BE. BRE I L RARIREE I 5 v 5 s A ot Ok
7 FNC 4l % T B- iem iR B st B2 IImT
FLUESE, FNC 4l b 17p- M — R ot 7 B- €
MEEEAIESHOMARET . E8 T RPFRIEY,
FNC 41 ffd 5 30 H 21 Bl Y 3R 38 (constitutively express)
DHCR24 3, # H 17p- BB, ©REFULE
B FHIRES I DHCR24 mRNA [ & . M
ERo #5)7](propylpyrazole-triol) i E 3G in 7
DHCR24 [JZRi&, Mik#4E ERP #5h5(diarylpro-
pionitrile)34 il DHCR24 KX R AABHE. X
4 IR 7 ER o 78 MR 3R 055 2 i) DHCR24 Ri&
PR EE/ER . SBIAET LI, DHCR24 7] 82
YE A M /SERMs A RPERK— T
(modulator) K ¥E/EH -

Bl R R B — T 7045 R sCFe 71X — e e,
Luciani Z52HF B, 3 I siRNA T R TEKDHCR24
REEMFIEE, B 178- M 0 B- PR BRI
PR BT B A R IR R T - THEEHLA
Bhy bt —5 875 T DHCR24 %ifi%IX LA {C half-
EREs (Estrogen Resposive Elements, EREs). 51 #
WX AN X A K4 1 500 bp (551 7 B HE D R
SRR, 5 ERo Rk PR LR Gk CHO 41k, 45
RN 17B- M RE, HISE AR E SR T
P EMEHEYE, IEW T DHCR24 554 J5 37 4f MR
RHNETEE . XIS A DHCR24 5 A 2 MEBR
MARPERP—ANEENET FRET -4 EE
FIESE o
2.3 DHCR24 2 I1GF-1 RPTFEBH A —ET
%

Ay ) O EHEIE e 5 FRE A KB (IGF-1)
REEMZ ARG TR, Rl FELE
A R EEAIERD o AR R R A Ao
2 1 M ET e R T, I A HE T e R s
A0 B R A, AFEUR R B E . B TEIE T RE
RS, ATHMZEIEH. MBERS. AGE JE R
P SRR s, (RIS PR
SRR S BN SRR wAREKPFEX. |

UEHEUE B, SHraEHh S T R b, AT I e B R 85
)& BRI EA S =N R, T4 A %, X
AAEEN R B/NERRIE. B/ g0 BRI R AT 4 4
B 2 32, SR, X LB IR 1S B E
PR v B R B o e Al e AR KR IGF RAMIER . B
BRIP4, 13 2 20 40 i 5 (R I R 34 TGF-1 52 44 Rl
WA, T B IRER R BE 05 0% IGF-1 244k &I
=S 95E%. T DHCR24 #iF S EN S
IR R 1E A G, AU H#EN DHCR24 7] 8
IGF-1 [P & R4 4E A b th R R URIE A, FEFRK
3l FNC 40 a4 4 A4 S OB BYIE SE 73X — k. il
fITAE B FNC 41 i K 1& IGF-1 ZAR(IGF-1R), 7 H &%
FBMIGF-1. IGFBP2 f1 IGFBP4, {HE®KH
IGFBP1. IGFBP3. IGFBPS5 UL K IGFBP6PY, [g]
b b 27 T v A P T 2 W L 3 PR IS T FNC 4 A
FIAEK, B0 T HARET R A BIR T IGF &
4. ARERE, IGF-1 2N T DHCR24 &KX,
TR PR BE HIBRAR T Rk . Jish, 17B- #E—
B2 7R b B3 0 T 4 M 85 55 2 IGF-1 B
Xk B R T DHCR24-W JE IGF- LA AR 3 0N ()
YT, T HAEMES . IGF-1 5 DHCR24 2 8] 7 B
AL TR “Xifi(crosstalking) ”. IR HETEL AL
I R B, B an7E PTER DHCR24 26 A 5 vE B
IGF-1 I 2 R4 1 R LA B o W38 £ 40 P 25 B 32 52 1
&, Rz, XK R IGF-1 KA AT fE 2
B0 R AR PR R A SR BRI —
DHCR24. H¥EMN IGE-1 Z [ MHE/EH B TFE
BB IE. FRAFHESR AR, IGF-1 11 17p- #f
TREE RS E ) DHCR24 X — &R F T
ik, W H 17B- M B E REREIR I 19 0 IGF-1 FR
L, AF IGF-1 LAi—#p B Wb I O R 4 & 2
IGF-1 % 4A(IGF-1R) 3458 IGF {5 5@ B E I, I
] 3 1 ) DHCR24 11583 . {H2 IGF-1 R
DHCR24 % ik 21 i IGF-1/IGF-1R 45 & I HESBUR,
LR i IGF-1R M ER B &2 MM BRI 7
2.4 DHCR24 ER{ER1R M A B T 52 B BARAR
% % (Thyroid Hormone, TH)X [z 18T F

XPT A2, TH M) LI REEZER, £
BATHE R E . TH A S<EE IR, 50040
TBRNEREEA. BEA C). ML RN
BEfERAEEA. BARED. BERHAAHCEERER)M
ML TC M £ K I F NGF, ER & 1
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BDNF)% i FEAHSC B R B, Htk, KR 2K
BEJRAR BRI 25 (fAE 250728 T 6 PO o 4 23 A= A 4
PR 02, 718 AT g LA R T4 ) 1 FRAR IR D) €
WO EARME AR R ESFAEAFIE@EN, 7
JU i3 N R R PR L 30 0 Pt A E 9% S 3 TH E AD &
3 [FTR Ao B B FE e 22 G P 2 R P o Ok AR
FABa, [, A7 LMER ¥ DHCR24 W] BE i TH 3%
B F. {3 FINC 4 Mg F0 A 208 541 B2 (hMSC)
YER 4 AR ARR M AT R ZE . 2£4F hMSC 41
FfL2 B XA A i 5 2 e T A LU 3R 5 3k 48, AT
e HA G ML RMZ TR, BAY. REE
b5 0 AR B 22 A 2R A UE S B UKGIE SE FNC 41 fi F0
hMSC 4 i # RE % 2634 TH 324K, T3 B Lk P o
KR 06, Hob, T3 MDORBI T4 BERMT
71X P R 40 o Y DHCR24 (35, I BA Aokt
T HERS FROMMAT. R, hMSC 4ifS
RN JCAN L hMSC-n A BRI #HZ el
Ha 4 DHCR24 (335 5 AR 4040 ¥ 40 B AH L 2 3 B B
i, 3 HAZ TH MW XRS5k R
HIRDEAH — 3, BRI 4 TH W BRI RF 7
Hii A B B R PR B T i) o P RURR BT, 3P I A
4 Fl DHCR24 “JiBK” 40 Mo th F vy DLIF SEIX AW
Ko AT, DHCR24 ZF FIHuE T-/E H v DU# 3
A5 XA ROR, BIFE R & R 3K ) DHCR24
F R KT AR 2 TR A 20 i S T AET-.
FIXHMW 5, DHCR24 &K 7T R & R A A 2 —Fb
HBY A0 MR 5 3R B 2 R AN M 4 A AT RO
BRI, A TH i85 B e 2R RSN, (2
P TR A 534k

2.5 DHCR24 5S L 3F0 A R M R
BARAEMLT IR IR SIE58 . PUEALRE 1855
HIRES . SRPEEEHRGIER. EHR. DNA
554 I ) B AS AL B B, AT 51 4 R BRI L R R 5
Lu 55081 i 44 A f A S FTIE B, DHCR24 GE4%38
ORI 1SV R W gL 2R ANR - GV ok ok i
{ER]. B DHCR24 3R gk /Iy B (DHCR24) 7% 2 1)
JE B £1 44 41 fifd (Mouse Embryonic Fibroblast, MEFs) 15
S AR R4 M AR EL, X Fd S S T 40 M Lo s
UK, T ELAEREA NS 5 8 B ASK1-p38(INK) I P
K58, RSN S DHCR24 3 RENRP T
DHCR24" MEFs % & LG R4 fET:. H
2 P, P4 1 SR ) 9% 6 FE 78 77 H,DCFDA () SE56AIF 5K,

et AL A 2 7% J5 DHCR24~ MEFs H % Y ik
B3 & T H 4% MEFs, B578 T DHCR24 FJ i LA 1K
BRI . P RSN RAESE, $RAEH
DHCR24 & [ R B BE Bl A R S8 S, T
5L T S E S A A L B3 wkb, iEHT
DHCR24 X} T it FfE A HEMIEFR1EH . DHCR24
) 45 K1 7% 5 (domain deletion)SE2 5 i 7k, DHCR24 3 H
515 FAD 44860 T DHCR24 ()i S AL E0 B4
RZEXEE, X—HFHE KIEH DHCR24 & — M
R AR S EEHEBRIER RS

H A S 5047 4E LR BB S S S B Ve MBS
2, i A AR, A ik S AL Y)E (Glutathione
peroxidase, Gpx) LA M it 450 )5 B 9 345 )5 (thioredoxin
reductase, Prs)%% . ‘EA1/ES0 ML 38 AL, o5
HEEREE U LA AN S BE T HARAR. 5
i S Ak U A T i A B 4K, T Gpx AT Prs W)
FEEMTHAMRFMER A, DHCR24 /£ 451 &K
P E AL S BREE, WAL A M, BT A
WA TR, QRS Re e J P A AL R N 15 LR
B, AR 25 5 A8 p i 8 M S R AR AP S (R i P4, 3o
0 P 3 B R I o 3R 3K S S A S [R) £ 4
N SE LI 7 T AR IR o AU S0 BR A D T RER 3
MHe. |ERFM. FiN, DHCR24 it E LS E
FRAE FH 03X — 3B A B, Xt B P9 5 D9 P 35 Hh Ak
BRI R RN P REA S B,

FHRENSBRTEEAREH RIS ED
FEN TR E AR ER G K AR AR
SPRE R BIKAEARAE . BAT IR 5 BR O 45 5 L 11
RREREIT P RIEEE/EN.

WRM AT EZA M, REARER. 37
B, BRULAMASE FHEFANEEST. 85F
MR AL B AL IR B A R >, IR
PRBE AR SR A P T R P A S BB, SR BT
BarE, EMEARMPTMBERANTRNE. A
T 385 e e Y A B R A, e R i
BT IR 4 A T R B4 2 7= A et
PRI A0 BB RERRRS, T B 117 P BT ) S 30 25 3 2
MEBIFET0, Py 5T I P ot 3 ) B 3 Bl A B
BT BT 226038 1) pHAE 55 P4 3 M9 R B8 B & b 1
FEAR AL S B 1 5 PR BT 9 & S o 3 £ 3 4
2 FEN RN RE SRR, 74 N BT A
W Fsh, AR P AR B R K B B RS RO
R B8 I W P AR R A, R ET B S Ak Bl
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AR R, 38 BE T AHER, DHCR24 7EXTHL
PRLJBE J87  F  FRR T R  mT RE R FEAE I, AT
SCRTHIBF 7L 45 RABAESE Ti1X— . DHCR24” MEFs
90 5 B A RUAH B, XK B (— RS BRI
3, Tz FAE P93 M R 055 3 700 155 1) PR R
RS TR . 50—3, BRENTSH
DHCR24 i3 % ik th {4 T MEFs 40 i % T P i 9 B3
=

Sk E F AN [V 93 /N AP T AE S v T P 40
B AR P I S A P R P T P R BT
S M T E AR . BT 2 BT HR SR SE i R
FHF LA M TR R, BRI T DHCR24 #3834
7K, AT LAHES DHCR24 7K S AR S 30 5 M oL 4
B BRAE FH (R 55 A PT R i LU 4 214 6 5
— MR XERTH#— SRR,

BEVREH, A¥EMADHCR24/KF B F™E
S AR AR o lrA e M T =R AR - G
2 5% ) 4 LR IA R RN RAK A K SF . DHCR24 41
AR 1 B IHERA 2 FHLEDE A AT 2, B R E
HIRF SIS 7, IXFh 2 ThEE 8 B BCE 40 o oo Fe
A EE AR, Wi FRFSGIER T DHCR24 Flf
JEANHIER A p53 WAHEAVERA . SER$dEUER] DHCR24
AEWL 45 & 31| p53 4% E IR IEBRIR S 4h F s b, JFEAR
p53 £/ E3 4l Q LAY Mdm2, T3 p53 MR
IX SERE 3 3 T DHCR24 ¥ 7E 0 8 41 1 55 B8 )4
H, B HARE AR PRRIAR R T p53 KR, A
T4 T 40 . P9 Ras/pS3 At 5 15 538 % B & BT 8
il AR

3 MNEERE

M DHCR24 35 B IR RIRFF 4G, BFFCE AN I{EH:
SRR R e T AU I T BT R, B
241 e L ] I I R 4 P AT X (4 2 g S48 £
PARE R WEM SIS R ER R S 0
I RRZIBAT 0%, IGF RGERITBE R M2 Im AR I 2
IR R, DR AR B 22% AR, T4 A i A
THZE ki & & 0 B4E F ; DHCR243T P J3i 4 A F A
Fran e T R A THLEIS S . e EERt b, #—
S0 2 78 S AR R DHCR247E 4E 7 20 41 1 ) 40
M FR IR E R MR . T BT R N R
AL N R AR 25 H LR R PR e ML Hs R RE A
(I3 [E 4 F AL, DHCR24 RIAMIALAT 20 R HH
RILBIHCE A N BT P R W R ) BE IR AR,

H2x {# DHCR24 BN BB IRIT R BOW 0 AD .
PRIp 35 55 T 98 B 43 1 HIL AR BRI T 25 0T % 19
—ANHTHIRL R, A HAR T IR OE BT IR R R
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Abstract DHCR?24 encodes 3B-hydroxysteroid-A24 reductase, catalyzing desmosterol to cholesterol.
Resent studies suggest DHCR24 is the protein with multiple functions including anti-apoptosis. It exerts anti-neu-
ronal apoptotic function by inhibiting the activity of caspase-3, and functions as the modulators of estrogen, IGF-1
and thyroid hormone when they play the neuronal protective roles and regulate neuronal development. On the other
hand, DHCR24 also protects cells from oxidative stress-induced apoptosis through scavenging hydrogen peroxide.
These studies suggest DHCR24 plays anti-apoptotic function through multiple pathways. The further studies on the
anti-apoptotic role of DHCR?24 and its expression regulation will provide new ideas and methods for the therapy of
neurodegeneration disease and other common diseases in which oxidative stress contributes to their pathogenesis.
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