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FERBREMZFEMARSARRPHHIE
1E R R ALHIH 3 fE

ADFR e 57 R SRR AR R, X

122 HOR2ESE I AR E AR , 22 730000
2. 2EMRAEES —ERBERRIERE , 22 730000

WE AR (ursolic acid, UA )2 —Fh FL3A =528 59, A T AER (2 oty AT 254
Yrrb o RERBRALEAHUEA TR BT DO R ORI S5 25 B 1, 3 HA BGE A
T2 ZAE I R SR IR o Gl SCRRIIAT , TGN T RS A #h s i i
P AR A sy ey 2 A P G FAIL AR A B 52 R

KRR AR MR R GLLN s M 2 IR

B N BB AR N ZELE S A R 09 H
GO, A 2Kl RGP 1Y R R B AE BT AT
T B W R e T R R ) A
FES R BF AN T, AR R 2 0 7E 42 Bk
PRI TR T8 26 1 AL O e , 51056 2
B BFFE RS MEOR I R GEp (8 A i 240
P03 IO i 22 4 1 6 3, (HL H i v Bk = 2 A AL
RIVE R/ BRAR S B 2o A R AP 25 0 . RE SRR
(Ursolic acid, UA) & —Fp L IA =i 059, % LA
e B S S H BB AR T 2R KK
Y 124 CUESE UA B HUIERE B U R
o RAPLO R PRI SE 22 M A W R0, 5 HL

TERIPEHME, BA R R PRI 1o ARk R
EATFERM UA L HATIGTT HIGE M 2R R Gk
T B AR, AR SORE I 472k UA B Z0R5 1 R L5 o
A2 B AL T IR A L 4G

1 UARE#ZR TR %5 B HL

A1) 455 P ki 451 497 (traumatic brain injury, TBI) A
D B K MR o] , i 2 4k A BRI R
SiE SN P AT PEREIE VB B TR RS (kAR T
B I R4 ML T B — R , e
AR IE ATV A =X G A%, o o A 5 4
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T3 Ak AR i 45145 2 DR E TBI A 2 TS 19 2
F o MR CREREN T )5, 2016 4F 42 BK TBI
T R A BCR 2708 U7 , BB A K 555007, J2
HRX Bl 22 RGEB D IR R 2 — o DUEIR YT i
Jit ST bR HILR A FEVE T AN REHRAS- I
BEITRL I BA B SR BT T/ UA
TE TBINAYT J7 T 52 B )2 KT o Ding S50 5 X 4%
5 5% N -E2 A1 52 I - 2 (nuclear factor—erythroid
2-related factor 2, Nrf2) & P #} 5 FI A i 5% 119 TBI
/NEER T UA, K8 UA G 3 0 Nef2 9455 5 A
e r AR E N U & A A -1 (heme oxygenase—1,
HO-1) 44T %4k 2 1 Ji £ (antioxidant reaction ele-
ments, ARE) &35 FI{2 #E Nef2 [ K 25 (1 il B
(protein kinase B, PKB 5 AKT) [ & 153X 2 Fi L il
I8/ N TBI

A HE51473 (spinal cord injury, SCI) J& H X fif 28
P o) — 1 UL LR, 32 SR By P B 4 4UK
i R IR R B 45 4 K P B R B T AE (2 8 |
JESE R ) B . 2016 4F 2Bk SCLH 4 ok A
BOR 9377, BB ANECH 2704 75, HEEA 1 &4k
BAEREINS, AW, AR N B XAl 2
A2 ) AR R VR, OF H— B E R
AR BT 280 A K BRIl 28 e A X SCITL
PRI AE WA BRI RERC B OCHEAE T . UAYE Ry —Ffrh
LB RN T sh ), A8 SCI 5 T (/R F ok b5 | %
KM, Sahu FF"NH A UAVEE J5 b6 J& , & B
UA 8 3 400 4] 2 T JC Jo 200 % e T BB 22 284 it
1% 1k & A ¥ B (mitogen—activated protein kinase,
MAPK ) Fl8% Jig Bt AL 3 38 (phosphoino—sitide 3—
kinase, PI3K)/AKT/E 1 75 £ 48 & 4 (mammalian
target of rapamycin, MTOR )i i /N FRiZ 31 D g
AR AR 28 el 58 1 4 D8 /N BLSCIL,

2 UARITHE RS KRR

2.1 R ERR
211 fREtmEEFRG

ik 55 1t FT -S 350A 2H ZR aT  R AEUS e SR
AR AE o L B A PRATL ) — R 2 2 A 1

RS, BTG SR SN AL T Ay PR 22
BEPE R RE AR Al N S X LA PR 2R A
YER AHESE T SOEAEIRER , B 2 3 2hh 22 4n i
JATERINIE o e R G ke 1 P 5 05 1) YR 7 T
BORy A 12T B A I O R, (2 2 R
TR A T R R . H TR AR
26 ERAR Y AR 22 AP0 e A SRS, (5
1 T3 5 N AR BRI Bt 32 V55 07 T Y 22 572
DA K B P EL T — i LB 5 1 25 M7 3805 2%
TENGAIAST T IF ARG BUHACE , 2L m RS
T R, BRAR A 2 O R N B A B X
i 6 1 P E 7 4545 (ischemia reperfusion injury,
IRD) Z M5 R S 45— AL, ZE R ]
RAPE o RIS S5 PR AT IE UA XA TRT K LAY 52 0]
If 22 B, UA X G TRT e S0P 07 et s A D4 VR
HARAP RO 2 0 A . Li 55— 2D A Rkt
PR IRT /) BB AL S B UA LR il IRT A BL ] 5
VT N2/ ARE 38 0 2 48 P A58 473 A 98 E BV, A
PR K

54 JE 2 A (matrix metalloproteinase,
MMPs ) 2 —2H B Fif ik 40 0 &0 5 1) 2 Joe 22 R 2 1
ity , Z 5 RN Z R A BRI S AR . A o0
LA 7 A A 1) MIMP=2 1 EL AT i 3 4 1) MM P—
9, MMP—2 ¢ 35 1 il AT AL A il 50 380 A #EA R
MMP-9 4 [ A 200 i 0k J5t 1) 2 s IV
VR BRI . 24 % A= TBIEF , MMP-9 1] T4 o 5
IEEA REE, B SRR S Y, R BEA i
i e I, 5 2 o A R O K e 45— 2R 81 4 41
Wang Z5"E S HhOWHAi TRT K BB A4S T UA, &
I UA T8 5 35 gl i S8 A ) il A 3 5 P 9T 52 R —y
(peroxisome proliferator—activated receptor—vy, PPAR
—y) ] MMPs 35 2 , 35 BHt MMPs 3 P45 2 15 4
A4 R A 2 18] A R s AT
% % % % H Bl (high mobility group box 1,
HMGB1)/Toll ¥ 52 4K 4 (toll-like receptor 4, TLR4)/
NFwB {5 53 %, JE T W6 28 D710 7 AR 1
PINHLIES S50

UA fR47 I IRTAOVE AL S5 5058 s fe e
HEMZ A RS 6 Jm RS TR A OG . R
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BN IR 2230 B% 2 R K 2 4 B 72 (1 B
IRWT S B UA TT S X 1 2 0 ) 22 25 AH OGP 0 4%
FEIAYT i IR, J& 9 L R A (40 R 1 Y 7
2.1.2 ERRFEETRE H M

Ik ) 5T B il (subarachnoid hemorrhage,
SAH) B8 A TAHM AR 00 ANHE, o5 BT A5 il 2 o
[ 5%~10% , Ho 5 B0 w85 FER 300 23 T 52 B 1 il
TERMHK, H T %4 ARG YT T Bl
AE . HRTE RS Kl PRI TP IEN] , JEAE
JO7 2 5 B SAH e L 301 i 452 473 #) S BRE DA &R 4o R
i SN2 SAH JFETERIRYTHE A, Zhang 4520
WFSE T HA 05 Rt 1 UA X SAH i 5 473 K BB
RS2, 2 B0 UA BR300 )i 2H 2L 98 RE PR 119 7 2
Hb il i BT A BT T LR A MMP-9 T 7
23 SAH i Mk N M 22 eI 0 AR B, 550 AR

i LB B B (5 B T —
AT

22 MWERFETMHER
221 PRZK R

TC e Wi B ANBOL 2 BB N, S 4R IR
5L TE AH 56 B BA] SR 9% 13 2R 75 (alzheimer disease, AD)
Je 5 RN B FE B WA IR . AD BRFAER LN
P22 TT R B B VE K 2K 1 (B—amyloid peptide, AB)
BEHBIE B, B P ik (2 2 A S R T A A AR R
P % (reactive oxygen species, ROS) {9 7= 4 15 5 4
S, Liang 7% AB T AD /)N RUBE B 45
T UA, K3 UA RESE =/ BUAN I BE VT 20, HR T
AD FHILT 5 HAE R, JE HC i Th 2H UL F2 T4
S PR IR BAOC, PC12 42 K RS AR
e IO 5 0 240 MR Tl A LR, LA 0 b b 8 388 I
Pl 28 N 3 D0 240 T ) — RRRR AR, O HLRA AR ARy
KL TZ T A B ph 2 25 B b9 . BFseak
W], UA RE % i PC12 20 JfL IxB- o B R fk . NF-
kBp65 A% 547 Fl ERK1/2 . p38 Fl INK B R AL B AR T
Ui iNOS FIA AL 2 (eyclooxygenase—2, COX-2) 7K
-, [a] B FEEAIG caspase—3 &3k Fl 48 AL N 3 /K 7 M T
P ER BB T UA ST AD BIRIT
B, CD36 s —Fl B IH I K2R IE R -H
Wik 200 L AL A PR 00 /D B 4 i 45 22 o 40 i

T = R IK . AR 5 CD36 45 44 T 8 1 CD36,
TLR4 R TLR6 4% 32 (S S5 WL I, 51 ROS 1Y
7 HE R R P T BT, Wilkinson 2578 /) Bl
ZINE T 24 LR N /I i 24 i 2R D AR i e el A o
AUA, ZEHLUAE IS 5 AR1-4235 4454 CD36 B 1E
T ABIE MR T A EIRYT AD IIFER

AD KIRHLTIER L3R AR 2= U4, A2 45 Im fig
i, RH S (acetylcholinesterase , AChE) 7% £
Bam 2 e vt 2 W R B (acetylcholine , Ach) [ R fi#
J3L/0 ACh 755 fl [A] Bt (1 BUR , MTIT S 2008 B Jo At
Ih X JH g RE P 22 T0 1) B R, e 25 K AD R
H il 6T R0 B AD A 8 I Nz — 2 IH K
fig it (acetylcholinesterase , AChE) 1 il 77 . B 5% %
B UA X AChE & AT i M A= 48 H i UA
I A TN 2R AT SR Y I RIG YT L (B 3R
FEC R HEAT MR G ), A B IT R R
AChE il 58] , A7 b Z AT R A RIS AIT A
222 PHEHRRE

I 4 % % (Parkinson’s disease, PD) X ¥R iz )
BRI | JR — FhHE 1A S 2R A 22 T AR N | 4
TIE 2 30 kg M 2 5T DXl 1) 22 L0 g g b 8 oo A T
AEPEIRBE , I AEAE 1 M e NI L 2 /M . =
KA A B (H A SCRRER W, NF-«B
p38MAPK 5 51 1 5 1) 4801 17 0 A A B
LRIRTNRERE T 2 5 PD A9 & AP, Rai %%t
PD /) B RIHFEE 21 d 45T UA, 8035 1 PD /)RR
AT AP, T T R R BSR4 MDA il
SEARRRER K, B T R R BT SO AR 22 L i S H
R 3, 4- — ¥ FH IR 218 (3, 4—dihydroxyphenyl-
acetic acid, DOPAC) Fil i= 7y B2 /K °F-, & W] UA 8
LA R PR ST SR AR P AR O RO 22 1
JHe K- RGP 22 LR RE AR 22 0TTRYT PD .
223 ZERMEN

Z K EREAL (multiple sclerosis, MS) & FAX #f
28 FGE ) — i P I e 22 A M, A
HLA 1 AT {5 CD4'T 40 M S 1 B e
IR HZRR AR B BASE . BUA 1 MSIRYT 254
FER T RIERG, N CEZ NP A RS
(central nervous system, CNS)ZHZ A9 F3A: JL-F- 1% F
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YERL, BRI, i 225 HRE T3 1Y 2 v, 78
PEBPLTBARCR . 1697 MS 1Y HUAE T-BOA [R) 12
HEARZEE T R 22 B4 o Honarvar 555X 207k MS
/NRZE T UA DK (1 mg-mL™) , & SEIGF AR
S iR N, SR T UA R p 2 R GG
W, D S B AN LB A% o Zhang 25558 1 1A
PRI SNSRI ST, & BRIV 7E 2l 4 50 4 ) IR i
JI5t g 0 Ak S 493 5 T AR UA 3R, A7) AT 22 3]
CNS - FHBEET (L A 28 52, UL UA W] 4 fie oF
CNS &I 18, ML -5 38 i PPARy/2R i iR 280 17
T4 A E A (cAMP-response element binding
protein , CREB) {5 5175 3 22 & I Jo 40 g 7= A e g
TE G 1) 2275 5% TR RS PPA Ry bR /D58 Ji ot
20 i S R P B AT DG R N SRR AT K
2.3 A

TR S — 2L R Kl 22 70 S SR S TR AR AT
H, i 5 | S 1) 83 PP AR R 22 R G D BB 2K R R 1)
M AR 22 RGEPN 2K b B UL A2 &
BEPIRZ— o I AT R A TEATAT ARG, L2 e AF
JE 2R MY . A2 BRAA 5000 22 77 M A
TR A SE AT B L — R TE R 2L
FEMEBENG o HA S BT A 475 2 13l 3 S o A0
Bt w MM B RS T LORR T BE
WA BPURSE AR, R SOk R W ST S
iR A AR RN R 22— RIEH Fid it 2
5 23 B ) SR A | SR A% 1 1 Sl 2 R 4 1Y
AR | I G R P RO A5 A Bl 28 e Ay M
o U A A R (AR

Nieoczym S HIESY T HAHUARAHER UA 51
Ik /N BRABE AL %) 56 22, A UA FEASSE /)N BRI 42 5
PRAMEFINL LT BB R /N L 6 Hz 5 ARG Hi
12 B PR B (B AR R PR SE (B, [A]AF: , Taviano
SRR IUHE B UA 2.3 mg-kg IR /1N B HhAK
Pz 228, b/ IN LA ShE AR 1 AR

3 UARTTFE#HBE 3 A 4L

3.1 HPEREE
BEE FE o PR R, AT AR

I BT H AR B0, SEIAE ) 5 AR LB AR G A
B2 52 IR B ARG . HOR LRI #5 2
FEAELZTE ERER 22U S-RAREMNE
SN R B T O N L R N = gl o 1
A DA T A . BORIUA BUIMAR A
— € i RST R, (B AFE TS 7 (RIE R 5 52 k55
SRS, I AERGTIMAR 2 YW SE 5 T 8 5 #6355
RIVE RN rh 25 5ih 25 Bk | o 2 T 5T 3R
BB UA RE 2 25 G /0 BUE 2 B U (tail sus-
pension test, TST) Fl 5% 38 JiF K il 55 (forced swim
test, FST) AT R 2@ 2 30, ML A = (1) 380 il 20 21
Z W DM D2 Z K, (R Z L RER & R 5
(2) BEERE FIRRERGEMS-ROMERS ;
(3) 0% 25 H I A (protein kinase A,PKA) .PKC .,
Ca™ /85 8 35 MRS P 25 1 B 11 Ca®/calmodulin—
dependent protein kinase 11, CAMK-II) F1 22 %4 Jii i
TREE P 1/2(MEK1/2) o
3.2 KIEE

SR O35 B R RRAE AN [R] , £8 R 2 —Ff
P ZE , 32 BT HRE O B S B A O A E
AR SATE TR R, TAE APRRR AT R
TR, £ R A o UL AR SRS N, R A% 2R 2
i TR AR o TR R, B R B W A7 R A L
B IR IZ SR A GE AHAE AT AR 58 4 T fift
HRAHIL] o 7R R AT 2 K A v I A X AT ARy
R ENAYT . BT AR TR A R AR TN
M2 R B 22 10 IF S A v 7 v 24 R vh 24 A
o Colla B0 £ IEAE/NELZT T UA BERGE /) LA
R PUEIERCR 5 T IR 2 mg kg HuPTPEAH Y
£ B E 1Y K 5 4 20 GABA §% i (GABA
transaminase , GABA-T) i 4 T = B % AH & . Awad
SEIE I UA AR BUR 221, BEAIR 1 il 2 21
GABA #: & it (GABA transaminase , GABA-T) 7K°F.
Khan 5% SRR I EL L% 50 mg-kg 'R 1 h
25T UA BB SE /N LB RN ], Ok —2DAIE R UA
HTEEIEME I I 455 T GABA-A Z {4k FAR
FELE AN GABA-A SZ IR 1
3.3 IAFINEEFERT

INHIT) HEFE RS (cognitive dysfunction, CD) 25 H
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CNS 25 PRI ARG g 5 1S o LR ML 1
RUIHG , EERIEANRRRE RN 2o | A 3k ey
PEE IR M2 P JIE SR, CD YR X £ Fil
A X SR A (R M B R
AT NI GBI BRI ES A2 (A]
e SPATRE N Z IR A RE S BT i e
B 5 S A e R A BRSPS
PN KA B AR TG T ™ N %, B CD
BT AW AT — YT R A BN XTRE IR YT, AN AR
FELRPHRIERE . UA RHEAG Bt sh ks 4k, §7 5k i
B UCGE I ER AR, HLE I 0 2 B AR
L BCRIAYT CD 7 T TS 3 S,

Bl A% RE T & A% Z AT 13530 1, A
A1 =32 LA ) %) [T s, SR 0 O 3 L, 5 8 A %o
BUR 5 o 4B A2 314 A 58 ) o F B i
Ji 1 A S R AN TR R B A, B AT,
Hh e B R B 51 R A CNS 45 T 3 Bk i
CDo S CD P H 2 AT A 6 i, (&
A AL 0 AN BT, LI R Bk = 22 4 A R0 By 4 i
Jiti o Tang FEI7ESLEG R XF vy HT26 S Gy IR IE TR
CD/RBEAIRREE 30 d 45 T UA, s 1/ RUE B
2 AR RERS B TR RN S ie 1288 T .

UA [ 7T gk 36 il 5t €D 4b , % il 2838 Ak M €D
WA BRI, Wu Z55 78 5286 v X CD /B
BERIZE T UA, & 3 UA 38 2o 3007 1 55 #4850 PI3K/
Akt {75 530 [ A1 TV D 4 28 0 e—jun B3 R it
fiff (c—Jun N—terminal kinase, JNK) 71k A X 3 %% 55
¥ 01 (Forkhead box—01, FoxO1, — Fl 8 5 £k ki
(AP S PSRN A VAU G SR EY vy TR LN
IRERR AT , W2 il 2 4 gy ME B, FR P K Bt
200, NI T /N BOA B FE o Lu S5 5T &
L UA B35 /N CD B BLHA 4G - (1) Ffl 4121
IkB-o B R AL 5 i Al NF-kB p65 #5645 (2) 41
il p3SMAPK A4 3T 5 (3) 0 6l K i 4 - J2 2 P e
WAL 2877 W) (advanced glycation end products,
AGEs)/RAGE (AGEs %2 & )/NF- kB {5 5 i #% ;
(4) A0 /0N 52 J5 40 e 2 0 e TR A AT A 5 (5) B
G412 ROS FIER 4 T8k 3L /KT 5 (6) i G B4
T CD11b RIS R £F 2 FR PR 3 I 63k 5 (7) i

2K AHOCEE H 43 97K

HLAAR XGF 107 84 A sz 07 = B 3 0o R e M-
el AR S, BLAR RN T i % 55 A% R
TR B B B TR R RO R S AR i Az A
SEE  NR AAR  TRR R B R S O R, i
ZARTEE T RR B TR RGN, 5 AL i
TR, 12 T R S B HPA SR a4, (1
T 22 0 AR AR I SR ST 30, 5 405 96 T I 25 R 3
RE , (20 i 28 o0 5 20 TS PR T A B
FOA AT HESZ 4, Mourya 255 X6 18 4 o 48 7 1%
19 CD /N A RIRESE 30 d 45T AS[R) 3514 UA BBk
B AR T2 Y, &I UA TG 97 5 5 24
PR ] A Bk g /N B TR R
25974 UA 10 mg-kg ' -d " B - HI XK 150 mg-
ke'-d™s

SAh, AR AL RS CD W kA R R B
H R, AL 2 3 Ao 388 o ot R0RS AR B L 3 B0 R I
L, M 5 S i 20 kA Ak 1 D™, L Z559% 2 B
REE S CD/NERERFEE 20 JAI 45T UA, K3 UA 38
T 00 ) I bf 2 T PN I T 7 R Tk B 3 B/NF-
kB A5 1 R OGE {5 5l B, [W) B 0E PI3K/AKTY
MTOR 3 % FHEE 9 5 2% A OG5 53 B 4 & 1/
FONHI T RETE S5 o

4 Z5ip

UA il i Z 80 1 2B VR AL A R0A Y7
FHRESE 22 T ZERE PR SR AE , Forh 22 R BIL i
Lyt S i ARG 7 Al 22 e T e g
ST . H T UA 760 2R 1 T R 90 4
F BRI VE AT, B oA W R B T B0 4RE , 58
IR W UA i B2 25 FOR A iy 0802 5 3 BRI T
K T1 o AR EHT, X UA B #4245 B FRTAL SR A
WFFEATS AL, BIANTEIES 7 B B/ HIBL 8 AR W
GE , T UA 5 FEO 20K5 M 3R e 5 2 U0 AH O
AR D 200 T FIBRSE T4 B B AR i AE T
X RRBTEE D, K, UAES ERANSE,
— SR Y RTT S I K
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Research progress on pharmacological role and mechanism of
ursolic acid in nervous—-mental system diseases
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Abstract Ursolic acid (UA) is a kind of pentacyclic triterpene acid compound found in a variety of plants, such as bearberries,

privet leaves, and loquat leaves. In addition to the pharmacological effects of anti—oxidative, anti—inflammatory, anti—cancer, anti—

diabetic, and hepatoprotective, UA also has the function of improving and treating many kinds of diseases in nervous—mental

system. In this paper, the role of UA in neuronal injury, cerebrovascular diseases as well as mental disorders and its research

mechanisms are summarized by literature analysis so as to provide reference for subsequent research and clinical application of

UA in nervous—mental system diseases.
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