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Research Progress on Mechanism of Berberine in Preventing and Treating Alzheimers Disease

YAN Lishuang, LI Quan,ZHANG Jian,ZHOU Yanyan
(School of Basic Medicine, Heilongjiang University of Chinese Medicine ,Harbin 150040 , Heilongjiang , China)

Abstract; Alzheimers disease( AD) is a common neurodegenerative disease characterized by impaired learning and memory
abilities and cognitive dysfunction,which seriously affects the psychological health and living status of patients. Berberine( BBR)
is an alkaloid compound extracted from plant — based Chinese drugs,and has various pharmacological effects such as anti — oxi-
dant, anti — inflammatory and anti — apoptotic effects and potential development prospects. In recent years,an increasing number
of articles have shown that BBR can effectively prevent and treat AD through multiple pathways. However, there is currently a
lack of systematic summary on the prevention and treatment of AD with BBR. Therefore,the article mainly summarized the physi-
cochemical properties of BBR, reviewed the experimental research mechanism of BBR in treating AD in the past five years at
home and abroad,and summarized the mechanism of BBR in preventing and treating AD by reducing AR production and inhibi-
ting Tau protein hyperphosphorylation , neuronal apoptosis and oxidative stress. This provided a scientific basis and new research

ideas for future research on BBR in prevention and treatment of AD.
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Horb AD (5 75% ZeA7 . BRI, BRTET AD 19 &R ALHIF A
Gi— W, B IR HLH R B - TEMFEEE T (B — amyloid , AB)
P ERRLAR T RERE S AN Tau ZE (3 FE B R A0 R il 22
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J7 AD I PR 22 R RN B O , 3 AL, 35 3 1 K 25 ) 9 2%
B BAFVAST AR R BRI AT S 5 2 8, A A
3 AD AR

B TSP AT LR B KRS 2 Rk, /N
7 ( Berberine , BBR ) J& M\ # 2 2 5 H 14 A2 0002645 AUR S8
RGBT F W] BBR HLA B4 Ak 8 1B | I g |
PN E T RE B U T AR S e Y . JF H BBR
B3 3ok LA o 0 A T RILEC A | BT S 97 22 o 23 B AT
PG, U HURAE ST AD D7, A — 2 R 2
WEZFH, BBR FITETA YT AT, R B B4/, FUA Bk
B i B s

AD BB AT I = KR H 2 —, R 253877 AD A A
BT $LE 22, T BRI AR R SR A P , A R 2 B
FI5E 75 0T AR 6 AD , B HA 25 S B B I P At LA BB
TR . P2 SR BET 3R I 25 M B4R Y BBR W5
i L Z RN AD, TEPTIA AD J5 B — E B M.
BSCEMER T BBR YA YE I, XL S 45k 36 T BBR {477 AD
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4 1] P SNSRI TS A FIBLIR HEA T 25 5 B

1 NBERBKRIE, B ERRGRENFE

L1 NEERGRIR AR L /DNRERRIR AR B R, 0 73U
CooHisNOS (ZEFG QUL 1), M 501 0y 336. 36, & —Ff
RIEF K e A I o 145 BRIE I, R ok v
BBR U T B R R /NEERH = A B S A v, A2 A
e b 2 (B B A =EE) PRI P B AR ZE
SR RWE N EEA U . BBR MR T ik
ARBUE CRERRTRBGE JKSRHOE BRI A S0 |
ALEGNESE AR SR R R BGA R BBR B L,
B R OB B 52 T, $1 ORI 4l B2 OR . BBR AR SR U
Pz AR FIAE 7 i AR v, BBR ) A R X A, BT LG 2o
EZUB KRR

Bl /NBEG AL 27

1.2 NERES GRS N F

BBR H R4 25 )5, B T 1 1E R SCAS 2 70 1 A 5 80
FUFR EEARAG , 7630 0 1 P9 25 9 v 4 %ot A R /N F 1%
TR 3% ARG RE i BBR k2= 4544 AT KR 4% 5 BBR (124E
PR 4 BBR SEANLIARS , LU 1 3 A
/& BBR i R 2R E A2 BBR R AR AL FR 4
Y= ThRe ) E BB, A4 A B B, 5B — B Br 4 i A
Al R ABLE, 7 A TR/ NBELL A 25 R /N B
AR . 55 v B G4 o A W B AL (B B2 AL R PP
o, 7 A/ NEELL R -9 - 0 - B - D — A AT HEE R 1Y |
FWH HE/NBEH, -2 — O — B REL A 257 H B /N BERE -2 - 0 -
B - D - FZGHEEERR 4SS . A, BBR ] LAYH Y il R, AR
E R A EENR DT IR BR , J0 A P - WA H R, 4R
BBR WLE R L. A IS DA AE HE Wy 3, ] AR VR F1
JRHHEH RSN S BBR A HO 5 () b2 45 4 , 635 1o 10 ik B
Pk AV D R R, AR T O B R 2 T, DT 4
Biiies AD BIVERT, K, BBR J2—Fpdd 4 A AL BiTG AD [k
L7/
2 INEEWHRGIE AD BRIERMLE
2.1 B AB & R AITAR

AB £ AD BAETE & P B B M E, & b iE R AL Er
1A% F (amyloid B — precursor protein, APP) 7£ B — 43 Wi EEFly —
SHIBEERAVE R R AT E S V)R AL, o AR, o FT AR, o J2
AB HILIE AL AR Zi3d B AT AR, & YR A AT Sk BE
Y, —20 RAETE U AR BT AR L 3 552 5 0 I v, 5 | ke 28
Fl 25 A FI D RESZ 0 T S XA 2 00 28 48 , i — D1 B3 i o
X, FECGA RIS RERAG A2 > A2 BE S T . BBR i
VAT AR Az BUAHOCHE A TS PR TR A 06, SR 15 AR AR AY TS 1
KW AR TP A AR AR TE BRI AR UL AR B LY
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FELL APP/PSI /NER A 3 x Tg AD 7N B IR R B 1) S Iy
B 9 50 BBR Gt 6] SR R AR T T — 200 cukary-
otic translation initiation factor — 2at, elF2a) A2 T [ i fiff RNA
14 PN R 38 i ( protein kinase RNA like endoplasmic reticulum
kinase , PERK) [ ER AL KT, BETANH B - 7 55 APP ) #1 1
(B - site APP cleaving enzyme 1 ,BACEl) ‘]ﬁ‘ﬁm -24] o TRAMSE
&I, BBR A AR/ S CAL K4S & e sk i, L
PRI TE S, A A P 5T I 3 98 0 2, T A ] PERK elF2o/
BACEL {55 i % , A AR FI APP %' [F]I, BBR A5 o —
STIBEREE , B WL o S WS 48 R LIRS AL 5L ADAMIT
4B ARG 5L ADAMI0, B9 k3, BBR B $ &K
TR Bz 2 RO v 4 R 4 ARSI B ADAMIO 63k /g
Wiy > E SR AR BBR f9 APP/PST %6 8 DR EA: /N BRUIRG P49 119
AR, P BERS i 0 35 A1, 23 5 4 o My Ay 200 L 390 2 1
RS 18 B 5 (eyclin dependent kinase 5, Cdk5) | p25 & [
BACEL 33k, {e i 48 85 KLt ADAMIT K3k, ith4h,
BBR HLAG £ e W i 1l 1 M 09 1 R 38 2o o009 i 2L 3h 1 B A
Z#U% 9 ( mammalian target of rapamycin, mTOR ) FIRZAHAH H
s6 i ( ribosomal protein S6 kinase,70 kDa p70S6K) By Rk ,
B3R AR R IR R A A1) 355 1, TR0 AR AT £
FFi& ,BBR REASIN/ AR AE AR HETHR AR FEAR , (EZ RGN AR
F R BTN (AR RATSE
2.2 % Tau & AL EH RN

Tau 2 A AH G 12—, o1 DU RS 4148, 47
FEEEMRSE , NI AERF M 200N IE B B A, 20 B R AL, mf
SRAET FSURN 22 I 2T e 4 25 BEL IR 220 (9 TE 3 SH ™ Tau
) W R 1k 32 B i 25 B R B 2A ( proteinphosphatase2 A,
PP2A) FE J5 & B 3B ( glycogensynthasekinase3 3, GSK3B)
A AR PP2A F1 GSK3B 1Y _EIE(5 538 i, AT 41 Tau 2
FUR A R IRAL 0 o A, R AR 400 I P 1R 1
FERAEZ — BBR @SR E LR B W, W BR 55 1Y Tau 2
H, AAIMEST AD,

TERFH Wistar KBRS D - 2R ZUMEECS AB,s o5 ME
SR ALY AD BB iE S BBR Al L) REAIR R B T X
GSK3B &t . CHEN Y 2 ik — 0157 % B BBR 23 3
S AKT AT R AIG GSK3B {4 , 5 T 96 20 Tau 852 1k K-,
AN, TE R B B R 755 SD R AD A1 & 3, BBR
A LA £ 5 p — AMPK 33K K T, BEAIG PP2A fi4k 7 14
R AL FN PP2A i Ak 3F 3 25 B 6 A A9 7K S B I K B 5 X Tau
BRERAL B Ko 7E L HEK293 — Tau 40 Jifl 4y 45 50 () 1A 4 52 40
W FELESE BBR HAT BLAE ™ . WANG € % % 3 BBR
T 3 1 o [ B R il 5K ) B 15 U 1 (PTEN - induced
putative kinase 1,PINK1) | Parkin 33k , i £& b7 4 I 1 57 T+ &7,
FEATG % P % (reactive oxygen species, ROS) & &, I /D 41 i f5, 25
C RETsUrn P62 ik, $215 LC3B 3Rk, R Lokifk 5 1, T4
T R Ak Tau 2 (I BR , 30/ BB E R Rz JZ v p -
Tau(T205) f1 p — Tau (S396) (/K F, LL4h, BBR i@ i 42 &
LC3B 5 LC3A () HufE, f2 ¥ B kL 41 )& — 2 (B lymphocyte
tumor —2,Bel —2) | B BEAAICHE I Beclin — 1 25 1 A1 I B4 A 19
JILEE 3 1 ( Phosphatidylinositol 3 — kinase , PI3K) 357K -, &
5 P62 58 [ gk, 2 E 52 Tau 3 (A AOTERR S o U BRI
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B, BBR RI3E 1L 75 AKT/GSK3B {55 38 # Al PINK1/ Parkin {55
R S 45 PP2A R GSK3B 7K 7RI 38 13 W, 98 /b Tau
R R
2.3 AR

AN O HLAR 8 32 B0 A R R A 2
ROS, i it P {8 5 70 [, HLAA 4 B RIZH 2% A= 1898 IR N, W] 5%
WAL AT DNA 1Y 2 RE R AR 1 BB, AR i AR LR IR
Tau 25 [ 3ot BEREER MY, 7 | 200 B SR 2 25 IS 74 B oo B 41k
Y IR T G Sl 457, B AD T BN Z 2 -
BBR [ [ G4 Jir 20 4t Al 42 fL A 1T ( NADPH oxidase II,NOX2)
ik, B Nef2 3E 1, DT SR T AL AL B A Ak AU ( catalase,
CAT) .8 F Ak ¥y 1 {1k B ( superoxide dismutase reactive oxygen
species, SOD) FIZBE H ik ( glutathione , GSH ) 25 36 P4 1K 52 £k i
LEE, Wi ROS By 77 A, DT 0 i S04k R AD B8 38 1Y)
B

BFISE % B BBR AT AT NOX2 23k, JE it 3
ROS L2 it & [ (lactate dehydrogenase, LDH ) Fl1 7§ — % ( ma-
londialdehyde , MDA ) 7K 3%, 24 /i1 A NOX2 - siRNA 5, BBR #i %
AAE T e , 2 W] BBR 3@ 2 IR NOX2 235 DT 1 ] 42 Ak
N WK BBR A AT LI B b A AL B CAT .SOD 1 GSH
T, 305 S AL W) B ( peroxidase, POD) {6 ™ 0 7 ARy s
PR H0 HT22 4iffsh & 91 BBR AT DR 4% N 1 B2 AHC [N 1~ 2
(nuclear factor E2 related factor 2, Nrf2) A1 Il 21 2 Jill 48 il — 1
(heme oxygenase — 1, HO - 1) ik, W/ DA AR C BRiL. K
B YRR AL, IR LRI AR BE , A TAT B AR ROS 7K, J 4%
FALRIHO 20 #E . B4k, SADRAIE S 451 % 3
BBR i A 3 i 3 5 471 S A A e H ki 4801k P it , AT D20
AD BRI RS P 1) S Ak B 8, Bt AD RN OR BRI s FER
Ao 45 1, BBR W3R S iU B I 2, 0 A Ak W i
U A A I I I Y AR (EL R N 8 T, S i —
W,
2.4 A AR

A RAETE AD K JEH RS EZEMIER, 5/ BB
MiZ B YRR o /INB BT At i A LR AR AL AT IR B ML B/ fie
JPT AR B M2 TR /)N B JoT A, ML T8 /)N 8 J53 4 3 WA 4R TR 7
AL T IR R 55 2 Fh B M 2 3 AL W) i, 15
FHRAET A, T BN 2 TS IS Al DD RERE AT, 1M M2 BN
AR BT R B IR B R TR A KR T B
AT JAE R P 2T RIPE RS S NI R AR MR AL B L
AELEAESE R, i Toll #5244 4 o] MIEAR & AE KT -
B — BN — 1 K. ERE T - B - BTGB - 1 AT
WA I R E A KB 12, % B F - kB (nuclear factor — kB,
NF — kB) P22 24 J5 00 A0 S5 5 B, 1 T 3 B0 2 480
FEAIT 00 s AR TR R 1 1 ( silencing of cytokine
signaling factor 1,S0CS1) J& SOCS FKJi& Hp i) — b1, F Rk vl #1
il JAK P06 A%t STAT ZRBEE 1 AR IR Ak , DA I 3541 /) e I3 48
Midrig M1 R TG Al o BRI, 3805 AH DG A 5 38 I P 4 ) /N s o
S 1) M1 22 TRUAR AL I8 ST IR 14 7 A=, DR 1 48 ARRE X K
I 5 P 40

A BRSE R B BBR AT AR A 40 % - 1B (in-
terleukin — 18, IL - 1B) , i 4 ¥R 4L A F - o (tumor necrosis
factor — o, TNF — o) \IL = 6 7K F- K H: mRNA 33K, % 58 0 4f

AR Y. YANG M 452 3k — 25 fF 55 & 9 BBR AT A
5y i 58 M R oK OF RiNifE H CAL & oT #5455, o
GSK3b £ Ser9 v s W 8 fb A3 81 40y 1l 1A 18 52 ) ¥ 1k 32 A
B[R] f] 8 K F 1a ( peroxisome proliferator activated receptor
~ycoactivator — la, PGC - 1a) i3k, BBR 3£ n] I8 HAb & AE
G FHIZIIRE 2 .LDH SR ARG -2 F Rt 732 14
1R 78D - 2P FURIE A1 5 X T ABys s i ST
AD KB, &30 BBR GEGZ T I8 K BRANE bl Btk T 44
JiL 17, B R BRAM R il b e M A i R i e A K R - B
1) mRNA 5 5% K-, AT 320 B 2 S0 46 240 it R 7K1, 98
Rt B AD RN LIRS RERS Y ks, BBR
AL A 4 SOCST T, BEAR 5 3 Y — S AL A5 B (inducible
nitric oxide,iNOS) &3k , 31 il /)N 5 J5E 4H M Fr) 80 , Wk 2D 48 A [
TSR AT S S 0 o R A A A s
7% BBR(Exo - BBR) #:1T1& 4N S5, & Bl Exo — BBR i 1%
TR A L CD206 FFR 3K, AL CD8O Y5R35 , {2 i M1 3
Ry M2 FRAMAL . RPYSEE K I, Exo — BBR AE$E &/ Rt
Ty 2 TCAZ PR AP 4 A5 3@ AT A ) NF - kB RIE(S 5
A BT L EBRSER DT, BBR AL &
g AR 4 4 28 17K (BRI AR 2 B 1K IR A 8 A
XA 22 TC A 3
2.5 W A T

AD 5T A EYIRE , AR UURR AL BB 28 98 5 45
W SRR R AR T, SECR IS Y W
3R N IRE AR FAME & AR, IR IE AR & 1 Bax 1 Bak BTG ,
PPN AR OB, ST AHCE 7 1 AR IE iRk
K H R i ( cysteinyl aspartate specific proteinase , Caspase) —
9 RMATE LR T/ MAS, #E T 807E Caspase -9, T Bel -2 A4
Bax 1 Bak 35, BHIL AT SMRIR ARl i Az (kS
5IFHAE AR Caspase — 8 FlI Caspase — 10 Z¢JE iAE 15515
SE AW I BT Caspase — 8 F110, Caspase —8 F1 10 34 A] fi£ ik
BID B, i iG Bax Ml Bak, 375 S P URAN A 1= . BEHEOE Y
Caspase — 8.9 .10 A ik — 4 Caspase —3.6.7 52040 it 4
T B TFHETOR MR R P, o B Xk & i
B O(forehead box protein O,FOXO0) F1ff/]» RNA ( microRNA ) 7]
P45 Bel -2 Bax ,Caspase — 9 S5 I T2AH I IR 7 (19 £E Ji, 30 40
Mg T

CHEN M M £/ §F52 BBR 1] I3RS miR - 188 LA # ik
ARG 7, 3] NOSL  Caspase -3 G EFANMEIII T, BBR ik
AR S miR - 137 [ 3R3k, 0 5 v 40 M R B B B D1 R
KOF EARAN A P T3 S esh GE Y L4 & 8 BBR A
L4 miR1323 7K 7, fii Caspase — 3 Fil Bax &A%, #2785 Bel -2
TR AR Z T4 I S 52 ABos _3s 122, BBR A0 LT i
miR - 142 - 5p FEH F 3K, e i CircHDAC9 ik, CircHDAC9
J& miR - 142 - 5p B4 FIE4 . DM AIK Caspase -3 \IL -1,
IL -6 Fl TNF - o F9 ik, &SRB AMMIE S . BBR A {LAT
DLV miRNA SRR 20 MR T, A6 1A 0 40 i 5 35 vh % 31, BBR
SEIE AL PR PI3K/AKT {5 538 #2155 FOXO03a [ R 1k, FEAIK
FOXO3a (4% 5y R B, #F 1 98/ PR T2 25 11 BIM 3Rk, Ji b i
ZeouPiT=" . 45 b, BBR IS N miR - 188 \miR - 137,
miR1323 miR - 142 - 5p (3835 , I8 75 RH G0 3 e 40 i) b 22 40
MR T B AD s B 2R B, BAT O 15 5l I W B 5E AN 18 58

197



N2a —sw 4l jfd

%43 % %10 h L o E ZF OF T Vol. 43 No. 10
20254104 CHINESE ARCHIVES OF TRADITIONAL CHINESE MEDICINE Oct. 2025
F 1 BBRIAYT AD WFE LTI
Bk 42 A Filks TE AL ik
W AB TR 3 x TgAD /MR, 100 mg/kg i PERK/elF2e/ BACE] {353 % [23]
APP/PST /)N, 260 mg/kg i PERK/elF20/BACEL {Z-5@ 8 /> AR, = [24]
3 x TgAD /MR 50 mg/kg 5 ADAMIO %3k F4{ik APP BACEL [25]
APP/PSI /MR, 100 mg/kg i) CdK5/p25 (Z 5K 2 3 ADAMI7 335 A BACEL ARy, [26]
D - 2 F b T N2a 411 APP/ 1 pmol/LL P21 mTOR/p70S6K {553 8% , 3 oi M ok JIK 3 0 L B 4K BACEL,  [27]
PS1 /MR PS1 PS2 AR
WAL Tau B3 BB Wistar X EUE IS D - B3 50,100,150 mg/kg  F#AIK GSK3B.p - Tau [32]
mAk BRE ABos _as T
3 x TgAD /MR 100 mg/kg JHE Akt/GSK3B @ i, T p — PP2A (Tyr -307) .p - Tau Tau i [33]
K-
HEK293 - Tau ZIMIAIFHFBEA 100 mg/ke Jal AMPK/PP2Ac 3§, IEAE Tau 2 1B LK T [34]
R SD KRR
D - %A S N2a 40 /1 APP/ 100 mg/kg e PINKI — Parkin i §% , I Tau 25 (A REER LK [35]
PST /ML
SHIEER AR ARy oS HT22 WZICAI 0.1.1.5 pmol/L (I NOX2 A3/, 9 ROS .LDH Al MDA [39]
FACSRE T AD KB 5.10.20 mg/kg &5 CAT \GSH SOD % i, F¢Ik POD [40]
ABos _3s 5 Ay HT22 4iji 1 pmol/L WG Nef2/HO - 15 558 % AL ROS i3 C [41]
PRZMEFS AD BIEIR R 50 mg/kg FESRAHEH MK AL I SOD | CAT |GSH, &Ik MDA 2 ek [42]
&
b 22 5 0 ABos _as IR ANt 20,80 pmol/L F4IEIL - 18 IL -6 INF - [51]
APP/PSI /MR, 50,100 mg/kg B GSK3b/PGC - la {5 2, M IL - 18 TNF - o IL -6 [52]
ABos 351 A M4 B 40 T 1,10 mol/L PRSI MRS 2 \TNF - o LDH R4 A0S -2 IL - 18 MRIRsE i+ [53]
SH - SY5Y il SK - N - SH 4ifiti %K1
D-FABKAE DX EH 150 mgkg &AL IL - 1. IL -6 IL - 17 1L - 22 ' TNF — o JI R FEZ0 I H 75 1K [54]
ABys _as T IEHEN AD KRR HRET -p
AB; o BT NO /N 40 M 5 wmol/L 1 SOCSI &M, A% TNF - o IL - 1B.,IL -6 INOS [55]
ABy _ B S/ BT BV2 41 Al 30 wg/mL i NF - «B JAE {5588 Sk M2 o) M1 475 [56]
T3 RS ARy _ o257 AD /ML
R 2 e T AB25 - 35 5 Y BV2 Al N2a 5 umol/L $7 miR - 188 JE[K 5k (% NOSI | Caspase -3 [60]
i
ABos 355 5 N B & B 40 L 20,40 pmol/LL P miR - 137 SEH &5 0 H BT 3 DL BRI cleaved - [61]
SK - N - SH 41z Caspase -3
ABos 355 5 A& B 40 MR 1,10 mol/L 45 BACEL - AS/miR - 132 - 3p i . J§i/)> Caspase -3 Bax 58§,  [62]
SK - N - SH Fl HPN #iZ e 40 ROS, #2555 Bel -2
AR AL H Y HN 40 0.5.1.2 wmol/L JAHY circHDAC9/miR - 142 - 5p fli &A% Caspase -3 IL - 1B .IL -6, [63]
TNF -
CSTBL/6J /N AT AL A E H 100 mg/kg T PI3K/ Akt 5570 % , fitif FOXO3a BERR{k KAk BIM [64]
D - gal 81 S BC G 49 AD
AN e
P I APP/PS1 /MR, 5.10 mg/kg PR TR R SR PEARIURT 1 5 i B JERE AT ] 2L [68)
FRAT TR RDUSEFF IR 0 B J2 A S v ) AR Bt
APP/PSI /MR, 0.30.0.75 g/kg PR BUBFF R ACE S I BE AR I B ™ A 4R mslvg -3 - FLR A [69]
[
R T fE APP/PS1 /MR, 50,100 mg/kg Wil LKB1/AMPK {553 8% JE N2 Sl SR 95 % [72]
SRS T4 5 B8 B TE Ser] 33 i () BEER AL
ABy V5T CSTBL/6 /NELWED 1 pumol/L PG RL AT RE 4 50 5 il 2 AN M [73]
Al R R 48T
BRI ZUMIRHENE 3 x TgAD /MR 100 mg/kg PRI/ - A AR 7 - LA AR KB N ERE [75]
H R -1 &5, fE i i K&
AN 3 x TgAD /N BRI RSI3 ¥ S 50 me/kg P Nef2 54, 3958 SLCTAIL - GSH - GPX4 i #53k [25]
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T2
2.6 AR

WFFE A, AD FIl I8 B RER A B Y16 &, AD BE 1
T BERE5 155 AR EL , 5 I (o 2 1 0 = B A 5 il 2, e
XU 0 JEBE 1 155 ol $OUFF 8 1B o i 1
BERTRIG , SEIAE P TIG AL, 630 e L5 57 i 175 P 5
SRSV T TERYRER (145 ML 5 L 1538 R LA G
bk BRI RGNS T P S R AR A AR 1
VLB, SEMTAEHE T AD (9K A o (B A5 25 00 2, W T v A 2 9
SRR SB 2R R NNTE R vy - B TR AEAmMNLZE
T2 TR AT/ KT 2 W 43, TR A o 28 9 A0 LA
O 38 IR K00 R 4R ke AN 2 T 52 2 W, BBR A 3 3
R I B R, B A A5 P e I T A AR A R
236 BRI, RFERGE AD R .

WANG S 2 fr5x 2 01, BBR (148 37 90 25 MR B ] 45 3k
P M T TR AT, 4 28 M T B R B R AR R AIRE
POUFT B A2k, 10 o S B B 1) LI T T 00 WL T 7 25 i T K
S, FLERAT T FOUBAT 14 7T AR 3 S A g 0 R 10 72 A, 396 T 0k
/b R SRR L b AR BEHR, it APP/PSI #% 5/ 2
FCAZEE . A, XIE M Z 25" BF 58 % B LL APP/PST /N
SRR FR S T B3 4 ) /N S B T R LU K F 4
T B T TR 7 A, Sk TR 3 - 3 — FLIRR AN Z IR B 15
W —3 — FLIRFN 20 HL AT 100 b 26 S8 S R AR A A 7 T, T
st AD BENEA I AERERS . BiR BBR 45 Nef2 I
Pk, 1438 SLCTALL — GSH — GPX4 ik , b il /b 5 i 2k A0
AN BT AL, I PR T, B AD R
2.7 HEfuteA
2.7.1 BKEEMAHE  FAMEMZITZ A B 5
L2155 R P 2 R G5 L SRS HERE . BhoeLor:
T EA 2 200 A T 985 6 R 2 A A% 338 BV P, o 5 i
DIREEXTE . AD BRI AR 5T B R AR LRk
By 12 JAE B LA A ) i 5 % 125 I, DAL T 82 M) 2 i 3 o
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