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Advances on Influencing Factors for Cell Electrotaxis

Wei Zhe', Zhao Sanjun', Zhao Min'?, Gao Runchi', Shi Limin', Wang Xiaoyan'*

('Regeneration Biology Research Section, Yunnan Normal University, Kunming 650500, China,
2School of Medicine, University of California at Davis, California 95616, USA)

Abstract

notaxis. The electrotaxis is suggested to play an important role in embryonic development, inflammatory response,

Directional cell migration guided by small directed electric fields is known as electrotaxis/galva-

tumor metastasis, tissue repair and regeneration. Experimental evidences indicate that the electrotaxis is collec-
tively affected by both intracellular and extracellular factors. Here we reviewed the research advances on the factors
which might be involved in electrotaxis.

Keywords cell electrotaxis; extracellular electrical fields; influencing factor
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R 5 LEh B E K5 14, E4HLIE RS )
HREFEE B REZNEN . HaEe TR,
PRI . AR AN I DL R SRS 5 e A 2
N RS I F T O AL B AR BLUROR T D8 AL 1Y
Fe i VEATFFEER 4l i B e 2 R N Ah 2 5
T R 2R A 3L R 0 A, AT AL R
SEA TR, WU 20 F P ) R B 1 W A
f e PR BAR ML) B R A E o K
W FT SR, R 4 I R A A R R A TR
B WA SR 28 T liE . A AR 5
Ay ARET RS ARG 5@ L
1 UNE £ S URC e QI PR T PN AR - AL i
PRI R R BEAT 1T AR R, DU AR AR B
B LR 2 AL, AR ST 3 S0 5 M 4 o F PR O PR 3R
BEAT R ELRIR .

1 BFREX TSR MRR M

AN FI ARSI B 0 T A v P AR AN R
s, HoA Ca? it 2 S FL 7 T 5 4 i FE VR T RS
MEZEFRZEZ —. UMPREEEBRTFE, 40HHN
(A2 PRI FL 37 A A, JE v Fg Ca® DT D I AR i 7 B
Wity i 3 75 B it SR A, 55 RIS, 200 B P BH ity
W 51 20 i A Ca 3E N\ 20 A DA 0 BH B i Ca® (R R
g = AR E . R B TR TN, AR A 2
M. SURRE AT gmp. o ff AL i DL S N L R 4
I £ s R e I R TS T DA 5% B 2 i 2R Ca™ 2 4
fije F R L RS, G IR N, 4l AhCa?t
WP T 1 2 S 5 v A OO T o i, O ELgi
Ji PN Ca? ¥ P T i 2 1 L3715 B AR I, BFFEN
B AE 5T TR 4 A\ SaOS-2 4 it i B 1 4 ffa Ak
Ca® VR FE X T4k r e (O S VR FH . KX W b4
P23 5 & F1 000~1500 mV/mmk) 370, 37 il &
2 6 P Ca VAR JEE PR PR T T vy 5 2 300t B Sk () v
{HRAETCaZ IR, A5 T 40 77 ) 11T
B LA AN N Ca2 IR T2, bk, A T 2B
B 20 B A Ca™ % 41 M FEVE /R FH, Trollinger%!™
TEN bR 2B, 404 Ca® HE R i 2] b 7
YA AE LI R AT RS, B X A A Y Ca® I T B 2E
TR K3 I ()R FH 5 3BT K v ) I die 400 1) 400 P
o e . bR, Ca® T2 R m ek R O
R4 P Ca® T A2 20 i AP Ca® B2V E FH 11 o

52 MR Z, WA E R, T4

PR OB R R 2 — A M N Ca® IR JE, I LK B
S B OE EERY, B RN, 40 Ca®
WE MM B B A ., AR s, X —
MR SRR TT A R ERKRRP, if
AN ORI, 28 FHCo® . D6005E Ca® 18 15 FH %&
G, 40 MLE g 0 rR e S22 4]

Na' 7 142 24 o A R 1t A #5 F th dy e 1 A 22
() A . JE N Na TR PR 41 4L R HE S R
W E BT, BIF 9838 A0 R 30 AE 40 R o 58 #6k 1 aed
T, Ca' 2> %% FINa' [ 5 1, Na i i e A8 Ca® i 94
F5£ B i P A pHARL, a3t — 25 T 75 48 i X Ca i W A
MUBETI, f 252 W40 L B i F RO, Btk 2 4, Na
AR 2 38 3 R MR Ca VR FE K 15 ik, [R] B 2
T A0 N Y B B A (protein kinase A, PKA), {2
2 - S 40 A5 R I R Ak, I T G 5 40 L )
HPEBY, BR TNa 2 4h, Sr*'\ Ni?"HIGd* #i2x i 4
i A B 7 1R P A% S, B AR ) AR 2 Bl B

RS 480,

2 FERASHEEITENESFREXTH
Hsa s A

2 o 5 P E 2 L P R 4 i A & Rl RS T B
Er B FL AR 2B B (A BN 3 S0 T TR R, TS HL A )
SUAR 2 R A SR D b B B e DA A B T
REETE R L Aur 110 72 AR o B R AR XS T 5 B
FIETE AR AR A AR,

Robinson*? F1Mycielska%5?1 ) 1] i 1 5 56 iF
S, M40 Ab T ANIE A s, 5 ) BH B — i %) 24
L 2=k R 37 AR A, T 5 1) 93 00— i ) 4 B 2=
IR . ZEIRTR T 4H BRI A 4H B A B Pl
i HE B SR 22— B R R R R A B 2R . BT I —
MR, A B A M I RS 1) B RN e — R
BT R AR T O . B S SR B R I, B AR HL fr
2 B E IR A0 M . Gao%5PiE I AR 4 )
A T 20 B A pHL A1 P MK B DL R H 5 LI = Fb
ST PR 7 9 SReAS i) 28 A DX A R 4 i 1 F A, A B
AT O, AR M R A B R R Y
A0 HhpH5.01 6.5F19.0 HIEAM N s iz ), 4 il
B A BEHLA; 2401 200 mV/mmHE 3% 5, pHAS5.0
A19.011) 4 Jifa & P AN BH 2, T pHOA6.5 1) 40 il 32 30
HH B S ) 1) B ARG 2 R H s 4 4 B AR B
#2495 mmol/L. 25 mmol/LF150 mmol/L H.IC#MiHE
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Wyit, AT AZHONBENL, FIFEREIIT 200 mV/mmH
W Ja, EaPEREKC A L )4 T B R BRI, S e
EFLCR AN M FEAL S, A 5 A R FLE,
M2 5 A B AL fa, R KR . kA, T
BTN A, 5 E AL (1) 2 2 5 1 44 B P9 S 1
TRBIASIS AR, 3 1 e 200 Pt = A e F 04390,

van Dujn®EPOgE — 25 i 7t 1 4 JE AR B A B
HLAL R = A, e M ERS 5 R P AR T K A T
T ZR AN 7R A PR B 5 AR A, I DA IE S R X A
] 40 B PR o EH S B () m) A0 o - 2 AR I, IR
D2 e 5 ) J5R - 2R 0 T 4 R F ek S
FIPER . BV/E S A8 (Na'/H" exchanger, NHE3)
R TR —, 4R [ Na B E 4T T, 48
Jl #NNa i3k N 4 B P (R EE A AR P T HE 2 B A
PerikeZECWE 58 & 78, NHE3 XS T 4H Ao i€ B ME 1 52 1)
FEAS TR IST 5 B, T A2 5 HoAth A= 53 7 W [E R
oK 5 Ve 240 L ) F P . FE N N B R A L B
R AR ER A i DA R NV 4 B 1 52 3 vh R B, Jd it
RNAi B 1% = Ff 40 i FYNHE3 A &% f8 HINHE3 417 1
7, WAL IINHE3 5 B 85 A 2 & AR il R, 20
JEE AT B, A M IR Lt B 2 R . Bt —
AU HUAIE FT, BERR AL FINHE3 4K 58 e AR 35 % VAT i rEL A
W pLEh & B AENUAEF, P2 A S e F
WL R 1) 7, I BA 0T IR I, B INHE3 5 &
¥ #C(protein kinase C, PKC)ff]—Ff il FPK Cn Al
-1 i A R AU AL 2R A B S AR T A AR Y
& FLE R AN ] /D B,

L ]9 Na 1l 18 A1 Ca> il T8 & 7R M A 745
(s B 1, (Rt A B R I AR B R 2 B
FIEIE. AR R, RT3 Na B 7 A B
o BT o R 4 4 AR P PR, B T R
1425 Na "8 8 PH 28 2547000 K R AR 1 25 M) 22 s Ak
PH/N B AT AR R MAT-Ly LuZil f, e L & Tom
9400 mv/mm¥yHLIZH, S EILR FH E 1E BE ZE 245 i) 2
Y P A A T SR FH 388 T 2 32 24 P D P 4 v
PEET FE A AR 8 ik A TR 4 i 4 i Ca
S G, KICa HL T T3 T o0 52 Bl 52, JF H
TEES BT 5 72 AR — A RR I B B+,

3 SRR S AR T AR A
20

OV AT FUUESK, S0 4H 1 HE A A R 2 O AN

JHPRT AR . TR, B F0 AT 4 B A 2 5T A
e L7 T 20 ) Fe M R A EAT TR
R . 2N b5 5 (extracellular matrixe, ECM)[] 32
By EAMZ . RN LR 2 R EER R
HH, REEAEA 2, 4t T AR s R
H HL A K 4 R 20 6 3 T 52 AR PR AR S PR A S A
Horp 2035 8 A BRI TSGR IR 45 6 40 L ok
FEJIT 7 - B 5 Rk, X A8 5 A0 i SR 1T 52 AR 4 A 1) 4
oy dek b 5 5 RGD(Arg-Gly-Asp) = K & %1, MM Bl
TR E AR AN B A 3 o 1) g — D e gk i fE
M I . BRI, AR E R E AR 4 R
IR R A/ Y. Sheridan®517 R 1,
Ji2 )5 85 AT IV (collagen 1. 1V). i%E$z 45 [ (fibronectin,
FN)AllJZ %l 3% & [ (laminin, LAM)E i 3 58 A 25 F
2 200 i P 25 1T o LA F MR A R PR (R VR, FN
ALAMIX P FHECMXS 1 40 I S J2 35 1% B2 41
A T # A e O H W, A I
FErR, 20 i 5 26 o1 < TR) A AR FH 5 52 e 48 B P
PEAT M. Ulrich %5008 i X w4 28 Jie J53 988 41 Pt 1 it
FUR I, 20 O 1 F P L A Pt A o R S R I B
11 R 2 o 3% 1 B A R T A R AE L FL
T,

Britbz Ab, o R Pt o 52 31 I A s a2,
Zhao% 5P I, 2 A B b JZ 41 ffd(corneal epithelial
cells, CECs){E A= B H 37y v 1 & HE PR 52 31 o 375 A0 22
J5E 3L R 5, CECs4H i 72 78 0 175 R FNELLAM
() JE& 7 v s B Al O A% (%) J 28 5 PR HL T [ 4 B 9
CECs{E 37 mh 30 i L T A2 16 [B]INF, 48 < A
e 5 MR E T M TER, X — RN E
HIr] (reorientation). 4181 FH 10% (1) i 2 L 3% B, 28
L AE /N T-100 mV/mmi) H 37 o B2 R B H 3 A
7 L A R 4 A Bt 10) BT ), T ANASE A LY N L
2250 mV/mm>7" 2% H LA Al 2T E ), $ o o
T 22 32 mCECSTE FiLI7 i 13 7% 3 28 FIT A% R B0,
NuccitelliZEP I, Rl 21 45 241 B 1) 8 FE L B il %652
B A 040 B LI RS20, E TG A 5 4 BRI f
T8 P RS T AR BRSO A o A ) LT . A
X I3/ H R 3R B AR K Rl F-(epidermal growth factor,
EGF)EFEMIER . Mg+, it 23
EGF I M0 & At e %, 23 52 21 FL 37 1) 52 e
KA HTEIT R, FAS BTS2 40 M 0 fe] ~F- 1 a0 e AT
M. ARV, /£, EGFEIES 5
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Gk -

B2 Rk B I I 58S, A0 AR AN A0S S 1
SRS AT S A R P, M HIE S &k
A5 T 1, EGF32 {4 (epidermal growth factor receptors,
EGFRs) 2T HL3) 7 A1 = AE A SRR A3 A4, Wi
75 %6F 7L R 8 4 EMDA-MB-23 1 ({1 B 78 7 & 31, EGF
HITHLI7 A5 5 2 [R] IR 5% 0 40 i A Ca™*, 3 Ca® X 1% 5 Fh
A A5 T R A [R] SRR 4 STEGFRs 4 73 i,
BP0 A v A F

4 HERKEFREZEITT SRR
A

A KT 5 I e A AL R AR R,
o WEAH B, A B E . AT RN, RIMEAE TG
MIE 2 I A R, (R RE £ 386 S 40 11 8
B M. PullardgEBS N 28 F 7 41 i Sk i 5L EGF X T+
Y MRS, R BLE 100 mV/mm )42 B fL i
W, EGF 14 o b R 4 f (1) & s 1% . Fang 5501
FAB RN, ISINEGFH b B 41 B 7E 100 mV/mmHL 3%
SRS R AL E 2 ON T mm/min, AN INEGFRS, X Ff
TR MR T B, (E 7 A . EGFAY 2
550 T A P i, TR 2 AR F e v kR
TE i L T A% A () FOBT U, BRitkz b, bFGFANTGE-
BIEAAHFEIERT . AMUAEAL M, £ F 4
EGFAIFGFAH, 2> 38 o 241 g 1 v 1

Meng 25 58 R B, ASKEFR 43 A B AR BB 7
HZR RS . EEGIE ST,
EGFRsH1 L3} & 4 £ CECs ) ¥ A 1 £ 2 558 4
Bco 75—, A4 R BN, CECsY M 5 55 7E
150 mV/mmf) 4 H 37 210 minPA 4 4 H X
R E B 2 BV, (FEGFRsH 3 20 e Ja, WLEh &
1 22 W A AX, P 37 s A0 B ) A P 45 5 2%, 4
Ji O & FEEGDRsAR 88 11 B o 7 A=, AT i 4% 48 i
Fa IR, ANYAECECs4H A, Wang2%:E”
WTE il A HAESE T iX — I % . EGFRsFILzN &
1 75 20 A B AR T P AR R AN 2 7E T ML I 450 T H
L, SEINIIE E X IR = R L. Ak, TGF-B
AR FIDFGF 52 A4 75 A7 7 137 1175 50 T 2 156 41 g
1ER IR ARIER, 52 AFTZ, TGF-B5Z 44 F
bFGF3Z 44 5 L3 & 11 (AN K BR 73 A 7 22 5 A I (1]
(1)L M . Fang %6 °0K T B IR A HBER R EGF
FIEGFRs1 77 = 1% 3L 5% i ML, A FHPD158780
X — 28 2 W2 B 1 I ) 7R 41 I EGFRs Ll 1) 3

P SIS 25 R OR, EMRIK BT & K, PD158780 1]
U A R AE R RS 0 [ 1, RS RS T RS 1
2R T A ) 2= (R B S M RS R 2R . A4k TR
3570 1 [ A% T CE I E S min 5 HH BUEGFRs I 54, 1M
PD1587800I 2= ¥ b ixX i 5 £ o Puf5l*Md FIEGF %%
A-ErbB st L M 40 i e Fe PR 4 B T T A, R
BREGFRsXT 1 7L Jig 9 &1 A i) s P 143 #8020 75
(19, I FLEGFRsXJ T 15 4% # 11 2 i B A % 4% M 40 i
(191 FH S i B S8, 5 il 4 i DA K% B 7 S T 44
J 15 217 AH ALK 45 121054,

5 EAABEREESEERXTHRIER
(ed:0pA

W F0 3R B, AR DN 52 1 41 i PR 1 1 B 20 7
T BR L B%-3-384 ¥ (phosphatidylinositol-3-OH kinase,
PI3K)f& 8 ¥t ) 32 ZEHE TR R B, GuosE
A BRI A 1 30U/ B i s il 380497 11 A = A 0 AR
B WS T AT 4 A0 Y IPI3K/AKtE 5 38 %,
I HAL I m] HAOE R . EFFER S5, PL1Oy(— 4
PI3KZ 554 S L 7 0y < 1 Bt B JER: R 2T 4 4
I ) AT A B R B AIR . PI3K/AKYS 5 38 2% AN
WA O B A 2 Y, ZE AR Zr A 4 R R
A YR 4 e L ) AR T IR B A ST
A AE H b Hh I HH TR R L, BIE AT N R,
P28 T 20 1) H PR AR T PI3KY/AKS 5 3 i, fi
FHPI3K 11 ] 771) 2 W 5 Hil 55 & r 1%, Liss R
Ao 2 e 5 980 4 B X PIBK/ Akt 5 i@ B E 47 T S
RNIRETE, KB A A ) B A B (mitochon-
drial superoxide dismutase, MnSOD)H] LA ¥ i PI3K/
Aktf5 TS, B — A . AR A
DX A5 BT 200 i, PI3KCIER (2 20 S 2 A B U L 3 v 1)
B B3 A 4 AT 35 P DK 5 28 40 B (soluble gua-
nylyl cyclases, sGC)HI & |2 fif 1% 45 & & 1 C(cyclic
guanosine monophosphate binding protein C, GbpC)-5
PI3KA I 46 & Ja, 4 oh A8 4 5 WA B 41 B A2 i 1)
WL RE T n) . AT VA PR DR R L B B N - 5
PI3K s 1 R B I 1) 4 ) 70 225 5 I, 2 8175 4 L 1)
FHARIE RS 15 5@, X MRPMBAN A ZFES
T % R 7 4R 1) AN [F) ) 7 R 3B . — 2% & PI3Ks-
SGCHEA 5 A0 4-Gbp Cit 6, “BL 42 40 i 17) B AR AT 7%
I — 4% S sGCHIN-3it-c AMPIE 4, "e 1A 401 B 17 B 4%
LR, FEHI T, IR E R R T A K
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A RAk, T v R AR R AK 2 20 A A ot R Y
AR, oS I S IR ST, 7E A E G P S
(Chinese hamster ovary, CHO)H, Src. PI3KLL & JIL
B ER 1) 5R A A0 T R 45 1 2K S AR AN 4 B AE HL 3
R B AL R 2 0 7 . PI3KYER F A M ptendi [R5
FEALE 73 7K P A E B 52 28 A v v ) AR o
LT BN GAE R BRPI3KyFE R J5 RN, PI3K
T T 24 P P M 06 AN T /D ), A R A A
FEPI3KAM 1 FFIAIE B 1 PI3K M) ok 2K ff S 4 i 25 S Wiy
AR . W RS R A I PIBKy b, 2
BeeA LGt Jt P S0 ) FLA 5 A5 5 0 HLTH PRl s T
M7 15 5 35 3 P B0 07 RIS 0. PIBKAY [H]
VR FR 7K /785 F (phosphatase and tensin homolog
deleted on chromosome ten, PTEN), J& 5 M 41 ji
PRI B Sy o AR I R Prendit PR J5 IR, Akt
(R R AN A0 1S 5, ELRE G o 1 20 PR ) L 1

B HEBEC(PKC) 2 55 — Fhoos 48 i fa 1 B
=B E 42 VE FH ) U0, Besson %5 U77E X 1 48 i o 8
2 B A PR #% 3E AT I A I R R B, PKCHY A
(5] NIV 284 53 1) e 47 5 248 A oA AS (5] X380 A1 1 248 AR 4k
{5 5 W % ¥ I (extracellular-signal regulated kinase,
ERK) 351, i 38 & (e i 4 M 7% 1 B 223l .
HIPK C-atfs S ERK FI 0T, PKC-e U420 i 6 57
ALERKHGE, —#& L EE e . Caods
FECHOJ i 1 S 56 vh 78 INPK CHI I 7S, R IICHO
2 i PR 2 11 T ) 52 3] B PR 4

B VS AR R — o 41 B e Ve B 4
YRR (R . 7E A7 5T 40 i DA s Ug v, A 7T N B
R, PR B R c AMPAIRho small GTPasesXf T
2 () P A o B PR AR T, Pullar
SESIE N AR 5 4 A S50 nmol/L K c AMP A it
B A BEEEA RN HIFIKTS720, FHLET T “cAMP-cAMP
M B T Ak DR TR HE X — OB, R TR
N A A L AE100 mV/mmHL 37 TR & L N PR T
53%. PullarZ5E77E B 75 cAMPXT T Hi P4 52 i 1Y) [)
I, RIAE b Bz 20 M A SR IA 1 B2- B IR R S AR (B2-
AR2)tH 2> { | 7 40 g 7E 100 mV/mm 1] B 37 7 3 2k
& FL PRI B8 RN B HLYE IS #2 (1) D Re, 48X T BB 77
PR 5 R AR I B E”, (HIXFheg s
FAEAE FHcAMPZE U rp-c AMP Tl ib B 2 J5 AN 2%
HE, X AR BR b R A P T S AR A
ZcAMP #% [f). Finkelstein%5 ™ 4 3T3 i £F 4k 41

J H I GTPasedi 14 100 fil] J 1 W00 % 21 41 i e v 4
T FE. Caof5IE W 7T o [ 4 B U 540 g (CHO)
PRCX T2 e i PR 52 0 F) [R] I, e BT 4 i 5k
fifg-3B(GSK-3) 4 411 il ief 2 7€ 4= K Bk B 37 % T e 7K
A I, T B £ X 25 1 A0 1) 4 PR T RS
BRRitz Ab, M52 ARP2Y 1 7E A O 2 8 5 R X
P A 2 4 i F P PR R T A st 1 7

g3 ERnik, s nT BEIE i IO 4 1 Y 45 5
I DL B A L HE A T A B2 A, P AN ) R 3 B 4 B —
T A 3 R 2D T M 0 P r A

6 B RENBSTUXT THEER M
ppAL

Y E 2L M EHES T S 5 0N 2 R R
Bl e AE 40T # adk #2 R, 40 i T 2% O WASPEE A
FO I R R BE W BOE Arp2/3E A, LS E A R
BN AL, HBE RS 2 2R A2 BOIR B 2 A R
HA ™ LR S 5 R, Arp2/38 &5 41 i
PR 03 I B #E A ), Beckham %5 IEXT |
Bz 41 fIMCF10A# 1 50 pmol/L ¥ Arp2/347 #1] 71 CK-
8695 K T, 2 M W BE 22 R [£50%. Huang%57E 4%
FE AR B RO BHL, Scar/Wave. Arp2/3LL K ALBh B H
4& 45 75 M (actin binding proteins) W 1% 41 i 14 2 &
ZRAE T # 1t A% I PO IR ) R R 38 3, 1 48 I
%o i 2R Y 2 EAG 5 18 (B FiRas GTPases
PI3KFIRac GTPases%5)FL[AI1E A=A 1. 4 fa s AL
Bl ER 1B 2R Ay 0 Y %o T 41 B T RE 2 e AN ] b 1,
Simiczyjew 5 IE N 25 1l 9 41 e BE H it 5 2 1A B-ML
Bl EE L Ry-ILBN B 1, R B0 R AR T BLAE 4 P AT
G UL S P JE A, A B 4R A EHE, A R R T Y
I, I H R B Rk y WA () A0 B R R v T
JE IR B L R4 Al . B D bk BT I 45 2R (13(B-
cell lymphoma interacting protein 3, BNIP3) & B4
T B2 98 -2(B-cell lymphoma-2, BCL-2) 5% Ji% 4 it 7 1
[ 45 %, Maes S5 I7E 22 4099 41 B 16-F 104K 1
UUBR, S0 IEZHAR L, A BRI T 4 B R R T
AR R, IX R B R 48 kA A4k, BNIP3#E 1Bk a5 2
WL #% 68 1t F F. RACIFIROCK2ZE AN T AT
AN B R R LB B A 2R R, Lin%ESI7E A CD4*
TYHHE R B —FhmiRNA-142-3p2> 411 3% P o 32 [
[WIA, sl ULsh & A SR A, i s ma 40 i iE
.
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FE LGS0 4 M AR AE HL ) R AR A A B
S, WIMnSOD2 5% M 48 B 42 B AR Ak, AT 18 4548
MOEFRE . LissB o5 Tk kL 2 Btk Zehi kst Ak
% ¥ (mitochondrial catalase, mCAT) 1 S 4L 7 B b
EMnSOD ] 7 51| % e 2 HT-1080£T 45 AR 41 i+, 7
52 BAR N B (cell with empty vector, CMV). mCAT#
Jf(CMV-mCAT)FIMnSODZ f(CMV-MnSOD). ANjifs
DRI I, X =R 4 p -3 & 2 A 2 BE AL
(1), F-WLBh & (A A A 2R N5.8%+3.5% 6.5%+2.2%
F17.6%+3.2%; 24 4k 1200 mV/mm i, 3%30 minj5,
CMV 5 CMV-mCATH 1k & T 15 £298.5%+5.5% A1
94.2%+8.2%, 1M CMV-MnSOD 1t % 48.2%+3.6%.
7 & M U7 T, CMV 5 CMV-mCATHH iz, 1MCMV-
MnSODFH B AR T AT # . X — 45 B R, mCATXf
I BRI A I 2 3 B2 R, TTMnSOD 2 FHLASG Fi 17
XA SRR AL, B4 i BT

TEAN MR T B I R v, AR e B & 4
FA P e mT DA B G 1 3 R 200 B 4/ o 1 50, R
1 M ) 5 Bt 7 2 DA R T 2 i R T AR,
Bao %5 BE Bl AT 4k 4l F PR IE A Hh R IR, 7E 3G 4
Jf A/ o PR P i, 4 B R B S AR A I LB B
5 R SRR AL, AT A B R AR R, DU Y A
AR YR A ML RS . B RS 2 EE S
A B [ R T A M RS, TR I A SR AR A

A5 S IEBEL RER E T B A Y
YT B 2R PR ) 7% g e A i B, 4 A R 2
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