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VS I S5 R R AR B A RS S T AR S B,
BAAE TRV, ST CRE. & B RR B
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A ES e o s B gtk PR BE iR, VAR BEAIK

VR B B R SR ABM D, ) B e e f - HL A
732 AT A B ) RE 2 e 0% DR AT IV I T IR 2R
1 - BH [& A% (low-density lipoprotein cholesterol,
LDL-C)/K~¥-, BPEAGFEMARIERA, DRty T0 i
& ¥ 9 (cardiovascular diseases, CVDs)f B 6 4%
R.OARER, KT HEME IR R ZEPEERHT
JeAEH b AT TR WA ) S L B Bt R R
B PR EEREIER, IR i S H T B
25 i AR T L e,

LRk e B2 A — Mt R A R A
BT RMpREEAENE BT A, RV
Z BB G A A R AR B, bR
PR e AR A d . ROE SOV L AHIRE T, JRE K
AL A RIEOR SR SRR & AR B E S,
R, SRR B I X702 A8 ) B A XUZ T
Sitgianiugs, MY EEEE VBB —Fh, tRE ik
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REL ) 58 T e 5 T 7 R R D A L o4 L ] e A
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S, R IS I YR H E R K S B R R R 1953
SRR ) 8 T N 28 L ] REEE 1R YA T R R R
TP, M DR TR A 45 T 11 I L [ 2 20 2 e sk ok
Z I FCRTUESE. 2003 &, Katan B 70 F X 41
ANSEIG Y meta 73BT 45 IR PSRN 2 g/d
FRIAEL 4D £ B e A IV LDL-C AR B PR AR 10%0,
BE— DT, A B T o 5 ek L[] e
iy R VAL SR AR AL R BE E /KF, 2 7 FRE A
$ B\ AF LDL-C 1) 17 18 "R 9 2D 30% ~40%!.
B, HE A S REAE A 4 B At 7T 2 (statin) 25 9 % 1ML A
1ER, 8 ANBEFE (B2 306 AN N) 1 Bl HL Xt I8
meta 7 AT 45 LB, AT SR — VT K MY,
1.7~6 g/d fE1) 88 B 5 A {55 e I 5 At VT 2R 1) 3 [

B FH 58 B 2 35 IG5 JIH [&] % (total cholesterol, TC)
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TSt i e 1o (R 3 R e S5 e 1 P B 440 o L[] e
JFFIOE VAL )5 s, AT R AR AL A P JOEL [ e (1 5 0314,
£ Wang S50 7 R B, R S EE C3 47 B
FREE, P TN S W R AR [ v T L, @
It I 2 BB ] C3 AL R, TR B- &
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TEA ) 66 T B BE A P ) V2 mT s, i)
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B THAE. Awad ZEPIIWF LRI A B- 45 B Wi 48
AEFE 72 h W] FL AR MDA-MB-231 4 i A& Ko /b
70%. L P AR 7 7L B8 1 R o ke 381 i A
FH 7L 200 e v O e /K P B o, T A A S T
B A AL 3] /K S 25 ARG . AR £ T 3 e e A e 4
MR G MR T RE, T BEN% I8 I 40 ) B At 132
TE R T 40 M e A%, PR s 200 5 66 1) (1 86
B S, B s ne 46 A 3 W TE & B & ias
FELYI) S48 Tt i A 285 1) R 27 M 40 190 2 U7,

T 4] 1 g A2 55 P r R 28 AN o PR — o T A2
i, RS EEST RT A AR R L R E M HIE A .
B- 7% HS W F1 3¢ i £ BE (1) K2 & W) Ab 3 AT 21 IR
DU145 A1 PC-3 40 ffl 72 h, 2 ff i 2F K ok &5 35 40
i, 7] A A A g = R R 4 i 2 Ak T
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Fig. 2 The physiological functions of phytosterol
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ZEY SRR ER /DR G, EiFS
H & M # #f % (experimental autoimmune
encephalomyelitis, EAE);=AKF, & WURE A i B fig
ff EAE MR AESZ 2 d, 5 25 1 7™ B 18 FE P AIG
55%, FERIAEFRPE RGH, 95 IR I Jl >
82%., AH KA JOME A 7 [ I8 BE AR, 7E Kim
LRI, SN 8 w A S BE (20 mg/kg)
AT = AR R & B CSTBL/6T /N BRAK P AR 48
4il i K] ¥ A1 4 % 3 (lipopolysaccharides, LPS) ]
. R EE KNG R, SRR
T B R ORE &R, 4 d BE o A A W B
(myeloperoxidase, MPO, 5 JIfi8 % iF ™ & 7% & 1E
FHIR) B S AR RE R T 305

4% 8 T e T A 22 LPS Ak PR S5 g B 40 i
R R OAE DR ORI R OGE AH K B PR S AL B 2
(cyclooxygenase2, COX2)F17 5 B — 4 b & & B
(inducible nitric oxide synthase, iNOS)HJZRiA, LA
e #% ¥ 56 [F T kB (nuclear transcription factor-kappa
B, NF-«kB) 1 #EL". C W £ [ (C-reactive protein,
CRP) 72 ML A4 32 B30 A= W) N AR B AH 234545 45 9 )
T JHF 4 B B — P R AR R 1, R SR R
J5E R A I B R T2 B AT LR A E AR IE
Rocha %5 B3I 3 75 H X 20 AN 78 3E 4T meta 73 4T,
S5 RRWIF1Y 2.24 g/d HIREAY) S BEFEN BE PR LK
HE) CRP R JZ. Y 8 ik A R RHT R 245 A
AT A BT R A ORI = DUAR R BB, T HL
AN BA 2RI E .
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1.4 MEMNKEAR

YA RARIE E o AR R R AR RN, RE
g A H HEE, I 2 A R R i A
AR AH B, T H BefF DNA & A= S A 45 455 1 2R
AF . EORLAR N 2 MU AL BRI BRI 2 1 E
B, MBAUANEENPANRSES. PR
Y S I RE A SR AORLAR h TSR, SRS AT
JkE JF A / AL B (GSH/GSSG) I HL &, Ik /b &
kifk ROS [fI7=4. £ RAW264.7 EWE4 i, =
R 1 3 W BE (phorbol 12-myristate 13-acetate,
PMA)RE T S A S A4 %, fE4 50 wmol/L K B-
BEEAAFLfS, GSH/GSSG HILLER., Hila i
AL (Mn superoxide dismutase, MnSOD)F1 4+ it H
Jik i S84 W B (glutathione peroxidase, GPx)vf P4 BH
I, Shi SRR SLIG R, Y - A S EEREA
Ve Lo PR 22 2 D HT22 15 JEErh iy, f 400 1) o 260 B 4
PG S 40 i ROS 1 7= A= Fi T o 1) 3t 44k
B- 7% S WA B B N KN, I RE A2 ik 248 i 5T B
S, WMdE T EMN, RS B B A A A O
F BT 2R 7K 5 2R 95 (Alzheimer ' s disease, AD){ 5 %
TERIGRARAE Y. SRT, A W FT 3R BRAE Y & B e
IR MR EPUAEAT B R DR (4EE R A HIR).
AR o LE B (A= E)RIWR UKD, BR Al
Al REXTHLR N BT E A R G AR RIER .

MY ERPUEDIRE T H et & f
SRR FE BRI OB, & o KA A L.
W HRAEA MR MR, ME R I ESEAR—
ML EE, REtRIEIE R — A H S, FFREED 544
oA S, TR0 E H 2 PR DT R B 0 1)

HHIEER e, R EENE R e I R B o0 52 A AL 15
4/75[3,32].
1.5 XHBEEH

TS B BRI A E R ILE AN 7 T, o5k
T B T BRI e SR AT, PRI 5 4T 38-
FREERN 5. 6 AL RUBE R S5 RRAE, DR IEG E M 3 B R
PIVE T AT LU A A4, i i A= 2 Je vT
A B 19C [ B 40 52 fd (testosterone) M M — B
(androstenedione, AED). 1, 4 M & — i
(androstadienedione, ADD)®. JLUUAHY) & g B A
RMEHERAER, JEX MR 2R BAGRM Ty, MY
£ T Fe 0% 184 o oM St L S e b — e AR B AR R R K
-, IR AR T IR R P T £ O B B 1 D TR
BB, AR S T DR R AT SR MR AR F T AE Bl P A
WA R B BN AN MR, RENS OGS sh i SR P R

2 HEYEENSERANEREEAEEE
ITh e RO R IR AL I

T 8 T 2 A B D e ) R A R 42 AL ) L 46
T 3.
2.1 1B B B SRR AR B B M AN R BB
IR ERIRR T IRE

H AT 4 T )38 4% 32 B0 A e, 5
— R TR IEAT, MR ANEVE RS, RIS
T-524K(11 Fas. TNF)5 FADD 45 &0 caspase 2%
PO Bk 25 AR dobi iR i As, ARy N LR
&, BEH Bel-2 KRR AT SR 15 S Eas, R
28 R AR Y 41 i 8 2% c(cytochrome C, Cyt C) B,
M5 R T 8 F B S AL BT 1 (apoptosis protease
activating factorl, Apafl)&5& T E BIE, HZEH
7% caspase9 T AR IH T /MA, BT fE caspase3 &
AEBTYI R, S Bl caspase IR TR, b
Gh, BRARTH T IB AT A KR T caspase 1%,
I I 28 R AR B iR 1295 5 IRl T (apoptosis induce
factor, AIF)E 15 T TR AER.  FLMRIE 40 i 4 71
Fl 60 wmol/L A1 90 pmol/Lff B- 45 £ F¥ 4L FH 24 h
Jes HIC-1 R 45 KRB WIAI LT X B4, JC-1
AR/ REMELEI Rl b 4.5 A0 5 f%, R -
A S W AE S TR M R A0 I R KL AR T e fir
(mitochondrial membrane potential, MMP) 2 i 1t ,
LRI R R AL T BRI D9 2 4 M 1 L ) — AN
LURHIE, RERS S RERAIE R A — RA RN, Rk
2 B U TR A AR, A i e 4H i HepG2 TP R N
I3 AIF 5. 101 20 wmol/LI¥) & & BE AL 24 h K I
MMP IR FERE AR, A2 T GO/G1 & G2/M
W n A H W R 2, A T KPR e,
TEAE /N 20 Hu il e AS49 20 B B B 8T iF 7T R
7N, 200 wmol/LIY) B- 4+ i B e W] il it p53/p21
HI BG5S AS49 41 i caspase-3 FIl 9 yiE4k, it
YA Annexin V-FITC FHYEZH AR % . PARP
(Z I BRI SR A )5 0E . PARP A5 &
5 DNA #it58), HEAEHRATEH RS, B
caspase3 {EFI 1M 2 ¥d, il caspase3 1 1M 85 1),
R T3E 4 0 f A 9 1 D A0 IR R AR TR T B AR )
Bcl-2/Bax FLAIEAE . MMP FEARAT Cyt C B, M
117 5| EC A0 B IR T 0738, R[] B I A S 1 5] AR G
WA B A A3 AT 75598 200 R T OB A S A
N B AR AGS®. 2 R il R 4 I U266,
FLHRAE 41 il MDA-MB-23189LL & N- = 2 5 A i
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NG T =T RS 5 1) DR B s A R 1 45 s 24 i A
e R R AEAE, T HAENVE 4R Lo, £
R BER A U266, /N BRI c2C 121
PAR N B4t i AGSPI R 32 R T B- 45 5 B i 3 11
AMPK 130 76 2 338 41 B 0 T2 e BT A R 4 2
ER, H AMPK [BERIL/KF 2 B- 5 M B FE
WigitE. IFH Awad SFEFEFLIELEM R, B- 4
£ I R 08 175 3 410 1) - 0 5 S R 4 PR AR A0 1R AR
K, FEACHE BOR RN SR . Ak, it ik
RILB- 47 8 B T 0 AME PR 4E B T kAT e
T $2E 5 Fas 2R3 15 K caspase8 3 14 KA HE
To. DR ER WA S I 4 2 5 mT DA R] IR 3 5 MR A
WIRFET @A AT, NIRRT &%
B SRS R UNE G o A N RN VA ke ek i N i

X T IEE A, R S B A BRI ) S L4514 5
AT, Li SRR+, 0.024 pmol/L
B{ 2.4 pmol/L B- 4 5 Pt 1 fe 411 ) e A 51 A2 110 g e
2] e R e SR b B VIR W5 A 2 [T 5 R e
PR BRI, AIEH] Cyt C B E I, [F
I 93 /> AIF 1 2R AR A% S i, #0555 = 1
caspase3 HiEL PARP HIZRIE . INK(Z 3 K i
M) 1) 1% /R A AN BYE B 1 (activator protein 1,
AP-1, #& INK B T s 1) BeE, RiEH
INK REERR 1L Bel-2, AT BEAS 2Rk T2 4%,
) 1E A AR T

Shi ZFRIHF RN, H 15 wmol/L B- 4 i %
Aib P By o e AH M I BRAR 5 BRI I SR A A i
PIANTE, AT ANE AN, I AR = 2R
A HLAT . STHRBIT TE 32 7~ HE A0 6 T 522 W) 20 7 i
HAL A ) WL 1) 7E T 2H R 42 Rz Ak P4 JE (inner membrane,
IM) 11 41 & (outer membrane, OM) HJ fig Jii Ff 28 A~
[F]. AMEEH AN A R, H S A IE G, AELE
P (B35 H SR ALY —— B4 658 I ) (1 32 TR 0 5k T T2 ok
= A 7 B NERERE A M s, b T 45 B 4 4 HME ()
FRsE s SRR N IR [ /b, 252 AV
R B G 40— e R, O[] P (R £ ) 5 AN T A
00Tt Jg TR AR XUBREAE LA FH - R sl o AR 45 06 3 17 3
DI O I N P PE A e L 1 5 VA N M R A c
C2C12 4 h L K BLEFE IS, H 15 pmol/L
B- A M AL BRAN MO ), BORLAA P IR IR Bl 1t 1 n
TG INZRL A F A s, B e 2R AR B F A5 147,

i b, MY SR TR R A EEN, B
Pl dr i de bR B i, 5 AR T2 4%,
BEM R B A T, 6 T AR IR 4 M AR A S

HEA R ER, B 5 0 i I 3 M 2 m 2 ki
PR, (LR T BE, RISt e i 95D
Cyt C F ATF FFRF 12 401 155 4R M p i T
22 TEYIEEEEIN&RIAD GSH/GSSGKFFn
SLERRYTETE, 200 ROS BHIKF

L) 655 I e od O 8 n 26 ki 44 T GSH/GSSG 7K
S-SR 2% i o JL SR I P E VR 5 R R o VA A3, 7120
WL sh PR ef, 3.5 pug/kg A1 35 pgkg I B- &5
S T2 S M K B LA 5 S B30 L IR . S I o 1
(LDH-leakage) 73 7l ¥k /> 17% F1 31% , i GSH/
GSSG /K432 B 100%A1 128%,  [H] i 7E R4 4%
SV, B- A% S BT 1 e o0 U e 2R ks
PR H BRA IR, (BB HENE S 35 5,
FELD B85 B XoF 0o O AR 4 1 FH 000 1 T A A P e AR
BT BT HEE SN0 R ) S TR SOR F R A, HE
TETERE R ) B R S T D P TE R
BRI 1.3 %, 1 ELRISCUS Rk A S i 3
4 d JEIBHAREMEE SRS B B — EE K
TEAE, HEVESHPIMIAZE 1 d DLS S0 2 AR 6
R HEE A Ah, I EL3R 1 47 658 T e 8 75 I P 30 )
PR R Ak A A N R [ B R IR, [RGB T R
SRS P PR ACE R . BRI, 4y
WA P HENE KR 3.5 ne/kg AT 35 ne/kg B- 4 8 B 4R
Al LLRYT CClA Pr S EI AT R, ML 5 LRI 0L
AL, F 2@ A DGR R B 1 SR AR
P A IR R AR A A TR A B A 0%, S A BE
GSH/  GSSG /K*F7Jti, Biik ROS #ifji. B4k,
B- A KT BE NS 15 3 H U PN Bbr A S Ay TR Tl S Bl v
PEXEIN. AT IR I AR VS VX T NADPH ()4t
Y515 E %, NADPH & &SI GSSG &7 A
GSH #=&ft 7 5 Z ¥, (2N GSH/GSSG
KT s, e AR/ NG il AS49 4L, B-
2 K8 Wm0 ) Trx/Trx 1 38 J5 Bl % 1R St &
ROS /42, ROS #AE 5| K DNAAG, MR
M AR BE T AR Ojo SEBMIAR FLh KB, /N
REER S KEEY S, NREGE T 10%0)/N
RZER )G, "I KE @R & A sl kA 2 &
W) 2 KSR, KA S &) 2 KPR iR
AR A3, BN ZF R UK E s iRk &
512 MnSOD KPR . 78 Li SWIHF 7L &
P B- A5 HS I A 400 o) 22 A S A 3L A i JiR 40 P ROS
3N, AEFFZRRI R M, R I3 0 AL 4
SOD (superoxide dismutase, SOD). GPx Flid % b
B (catalase, CAT)SEHUE MG L.
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) 655 B Re 6 5 5 40 i 2 Bh ) 7k 9 ROS 7K-F
R FE,  Baf 7R ARG B ARy — P 2R AT R
A TR 22 (1 I 5 2 B A A LR S R ) ) ER R
BEAD (74, FTDARNE S Y S B YT fe
AT AD BIF=4:. SCHRIRIE, AP &S BT
AD [T B H A M d0 AR B, v 8RR AT AR R A
(amyloid precursor protein, APP)J& — 5 EEH,
APP [N T 5 R IREE A W B VA OG, TEMREESE 1)
WG B 548 N & AFEH — > APP b, B- 43 i
B FH y- - b A s A0 T REFE S5/ b, DR ot e 4
APP S N LI % sSAPPR Al AR, T o~ 43 Vi FiE A1
— B y- U E AL T ARG LG, DR g APP
IE% LM sAPPa A1 p3, AR FITTAR U AD
TV RS B S FRARRAIE . A D IR A 45 ) R 2E R 2
JIE [ BE XS APP BN T A A fm . [RIRE, 24 fH A g
P AE ) S I B AU MoK 2w APP I . 4 H
15 wmol/L fI45 (S AL FE HT22 405, 5 i i
9% ) MIFL [ W 4 2% 5 I P &5 AR, JF 50 B ZH AR
tt, 4ifirh sAPPa & EIGIN, AR & &k, RN
JR AR AL ) APP /D, AEAREESS i) APP
T, BRAS S EEAR 3 APP B IEH N LA APP [ dE g
B I, $ER g- A E BT REX AD A
SZfER.

23 HEYEBRAZEEZNEARERERNERERN
ATP BY5 8, F AR gE 8 KR

£ Wong SRR AL R, B- 4 M B RE S
B H9C2 4i /= AT 2 1) ATP, {HHA Clark B4 H
ARSI B 5 B B 4 55 2 [ B 3 7 2Rk A4S (R
R MRYI LA S ADP 7 7E IR O T S8 0T AR 18
) VA (ADP T4 0 56 2 R 4k ATP Ji5 2R i
PRI IR S ) RS, RIOVBIB PR LK. Wong
LRI, FHB- AR C2C12 i )E, FEAE
C2CI2 WU Re R M3 0, B- 4 &S B TR 7 1)
Y MR I X ATP 7= AR B AR 2 KA | B, R
L5 R T RS N P 5 0 RS SRR B AR A 3
(uncoupling protein3, UCP3)[FJ3KIA. Z& K 1A i
By 3 A 2R A B LA b IR R BEE ROS 7
A, AT BRI Z ROS PAAESUE AT, %40
Jfid i AMPK/PGC-1 o 72 3t S 40340 5 BRUIER 1) 4 Ak
fR AR I B (1 UCP3 W3R IAW. 7R J5 LM Fi b K
B, 7EAM A REE TR, B- A S EE AR 3 0
FE PR 2 1, 3 g W B R P £ G R R ATP P
., HEERRESEAFRERRIKMLET, B-&
£ T [F] st 0 AR I 2 1 UCP3 RIA, %8 H

JR R AE LI R B e 1 5 A A Py S 4 0] ) B85 I -7k
P2, I iR R 2 IKEh ) A AL BB 1L HEFE RS,
SN ATP HIAE R, AT 4% il 2 v P 4 e AR 9.
TESNYIE R PRI, B- 4 M BEREBS(E CCl4 11
JEFREAN ATP S 8590, U8 B- & & B Ref8 ORI
CCl4 4117 J5 W o 4% 38 S A A B R Ak, HTER %
PRI AEZHEA Y, B- 7 65 B 0 0N I 15 2 BRI AT
EA ATP (7K, X5 p- 4 8 15 SRR I B
FIEE K, MRABIELEE A MR IA GBS B LR kLA ik
% ROS FIF=AR. 22 b, FHY) S B AE 06 52 ma 40 iy
WATP [ 7242, AHAEAS [RGB S AN [R) A 2 4% 1
TR AR 2 5

< b

Caspase

. e
s = k@gﬁ T

284

Fig. 3 The mitochondria related regulatory mechanism

of physiological functions phytosterols play
3 1Y) EER A RS BRI AE AV SR AE SR I AL
LW K T 3 I 1 B 28 K 4 GSH/GSSG 7K “F I it 4 AL i (SOD.
CAT. GPx)iFEtEKIETTAAIIRE: HEY) &S B Al B 3\ B2 R0 14 (1
JELGE RE) T (2 3 A RS R IR B 1, AT PG MIMIP - s A s 3 1 ik
BRIEGURAER s 8 B LA Py 5 BH [ AR e 38 AH DG Tl 2
TR P LR B A AR . MMP: 2R R HL A s Cyt C: Al 3R
C: CYP27AL: [HEF -27 324LM: StAR: MEARSE FE R & Rk
WHEA.

24 HEYEERTEAKESERENXGEIEHE
Xl FIX

L) S T e A0 1) PP U 2R A [ I -27 2 AL g
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The Physiological Functions of Phytosterols and Their Underlying
Mechanism of Regulating Mitochondria®

LOU Jing, CUI Ya-Juan, LIU Jian-Kang, ZHAO Lin™
(Center of Mitochondrial Biology and Medicine, The Key Laboratory of Biomedical Information Engineer of Ministry of Education,
School of Life Science and Technology, Xi’ an Jiaotong University, Xi’ an 710049, China)

Abstract Phytosterols are a type of bioactive substances widely found in plants and have broad application
prospects in food, medicine, cosmetics and other fields. Phytosterols, as cholesterol analogues, can inhibit the
absorption of cholesterol in the intestine and decrease serum cholesterol level and thus reduce the risk of
cardiovascular diseases. In addition, phytosterols have many other functions such as cancer suppression,
anti-inflammation or anti-fever, anti-oxidation and hormone-like effects. In-depth exploration of the subcellular
and molecular mechanism of phytosterols’ biological functions contributes to the full development of the
application value of phytosterols. Mitochondria are the most important sites for cellular energy metabolism.
Cholesterol metabolism, cancer cell proliferation and apoptosis, oxidative stress, and inflammatory response are all
closely related to mitochondrial function. Recent studies have suggested that phytosterols can regulate
mitochondrial function in various models, which potentially may be a pivotal mechanism underlying phytosterols’
various biological functions. This article will first summarize the biological functions of phytosterols and then
discuss its mitochondria-related regulatory mechanisms in detail, hoping to provide frontier insights and progress

report for researchers in the field as well as to provide reference for the application of phytosterols.
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