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Development of gene therapy in major brain diseases
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Abstract: In recent years, the development of molecular biology and medicine has prompted the research of

gene therapy for brain diseases. In this review, we summarized the current gene therapy approaches of major

brain diseases. Against the pathogenesis of major brain diseases, including brain tumors, Parkinson’s disease,

Alzheimer’s disease and cerebrovascular disorders, there are several effective gene therapy strategies. It is no

doubt that, gene therapy, as a novel treatment, is of great significance for understanding the causes, as well as

comprehensive treatment for brain diseases.
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11 EERANSBIEE/BIRAYITE (gene directed
enzyme prodrug therapy, GDEPT)

GDEPT X HFrA H AR L, H 5L K fy ik
)R (PR E R AR R B R T N i
P8 A0 M b, 1235 DT 9 R R K 1) I A A I 2 P 1) T
A2 AT I T A R BE PR R, R TR Al
e,

a9t 2 e B IR O R D N A S T RS
(HSVtk/GCV) & 0 77z N H ) H AR 5 D/ 4 24
)&, Immonen “5PIE 2004 4EXF HSCtk/GCV (1]
TRIT AR R i R BE L FRAE 9T, 45 R WoR % R 4
X T 1o e iR AR A AT I TR AR G, K
i AFF VT T e e P P 5 R /5 - e LR e R B8 (Be-CD/
5-FC) "¥] CD BeXs L Ri k1) 5-FC Mt 2 5 e il 7
FEVEM 5-FU, MM SBUMR 4 st -t © gil o %
P450/3 W IEE (P450/CPA) k4l fa 35 P450/ 5+ 3k
WEWEIZ (P450/IFO) &8 AEA HI 40 i {5 38 P450 K CPA
8¢ IFO 4 il nl # DNA Fe B 48 2 e A B P B4k
Vi) 2 Tk 0% 17 T 284 1Ry 42 5, AT BEL A T 7 43 284 1 4 Ji,
Lo PR A0 P ) DNA 380610 S Ak, S I D il
DAL\ FRIKIG G2 J DR S MW A% L 1ol 1 A Tl ke [R1 4 e
VE B AR FE R SR 189 58 7 24 1) g i 11
1.2 $uPiE i B 4 RS R % 2 BY SR B

A P ek e P A AR EE I A I AR i DL 4 4 ik g
A 7 2L, AT A R va 7 (R BE Ao I A B AR
S TE B Y PRDRG AP, RS BRI AR, A B 4
P4, 0k e L ) ot 1442 28 B ad et 45 ) 20 0T 1 Dy R
PRI 48 55— RV R R (DB, AR K 2
PP A KR BT LI T B e
B op AL A8 AR AN [P 3R, mT v 2 R I A AR
BT HE DR T J7 v, T A A R AR
(vascular endothelium growth factor, VEGF). Jia# 4K
Rl I N A K I F3244 (vascular endothelium
growth factor, VEGFR). AT 4E4N Mo A=A 1~ Il
AR E A Tie 52 A8 ML/ INRAT AR AR K DR 85 70 A IR
EEACTR R PR I, 8 i A U LA s A ) ) A
BN FE BN I (endostain, ES). /MR K F-4.
52 SRR 1L A5 A A A R 7 45 ekt ¥, Ma 250
Tk B UL PR SR A8 L A D 3R R R ) AR OG0 7 3]
NANEE IS IR TRV RR B e P g e Ao, I 40% Z8 iR
AR B~ 1L A5 40 2 AE T I B A3 W mis 10 S H
1M A 28 UL PR S5 B8 S R AH OC 0 25 -GFP (16 |
2 a9 B IR bR I A K AE 6 JRINAET . Szentirmai
U013 kg 4 T 4t VEGFR-2-Fe B4 & A il

ES. 4l % e 3K E 11 1-Fe 1) 199 5 2 /& Ad-VEGFR2-
Fc.Ad-ES Fl Ad-Fe, FEilad & bk 5o 05 i 3 Fhadk
LA K. Ad-VEGFR2-Fe 4 Ad-Fe 45 T faf UST Ao
PRI IR e P I R AR B o S5 R, R9T S 3 M,
Ad-VEGFR2-Fe. Ad-ES J 524 20 1) i 9ed 410 1) 26 53 J31)
H 69%- 59% M T4%, HIOEI R BoR, % 3 A
Mg R D, FTIRE N, RN S K VEGFR2
Rl B 1 (R R R0 R IR T TR I A K
1.3 PEiIHIEERSRIE

JIe 98 1 ) e A1 110 v 08 AR AR A A M O T i g
JE S o B R ) R DR P A S A, R 4
FEDA L AR e DR 5 (R 0 R DR A P R D i R
1, A R R DRV T TR R T B i

p53 & — PG K am A eg A e ], 2
WL Z Y DNA & EHLH L e 12 40 i e 3] RH I 2G5
1477 4 B PR R TR AR R AR 539k p73ac (p53 1
)Y AAC) R A1 5 A B2 T 40 R JRE v 7= A A i KT 1)
JHT AR, —2e T 55N, 41 Apaf-1. caspase-9, A
ACRESE AN A T, BB 2 B A 2R 190 iR 0 ) e A
p53. Bax. p21/WAF1 5 Fas FE[M[IA; IPRiRsE
K7 AHOCHC /& TRAIL BE5 5 2 HUMm g ik ) 7z
MPET . AEFUR M, BT IER b “ifo 7 ZAAM
174E, TRAIL {035 5 R 40 M . 5610 41 B 5l 23 18
MM T, A E S ER AT, Lo &5
TRAIL 5 R0 38T FH &5 1 1 A A8 1R 49 KR 4
A B ) 3 25 R 40 CBSA-NP-hTRAIL, 38 i # ki
SRR Co Mk SR 8 b, A T AL et (1 iR 41
IR, PTEN JEBUZ S 1 MR LI B A W IR e
PR I, HLBUR KRR S Z R MR A oG, A
30%~40% IF &Ml 2 I BRI R B PTEN 15
AU Abe 25MBIRHL, [0 KB EGFR W& p53 k&
RS R R R R B 2 PTEN JE N, JHORE A5 AL {15 4%
PRI A A A RAOR ;. Gasl P Y p53 1R
SEABL PRI L [N, Benitez SR S B S0 1
HIRW#ENT Gasl B4R T KRR 4R C6
(AR BB PR A A o, R iR 1 AR K IDHT AR
DRIt A I 5 i Joe 8 1) e AR AT S DI R R, LI
PR SR 12 DR (1) DI BE 43 B, kg A DAy T g 0 o i
PRI T4 J3iFdE . Zhao 251G L, IDHI %A 4
FHRE R A HIF-1a (774, 1 HIF-1a GELE(RA
IRBE L R A= K Dang 2V T £ W, IDHI 1)
RAGRN o-M R BRI JFh 2-FR IR, 1fi 2-FRI%
TR A Ik R R R A e 4 R R (1) S RS P b
J&.
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1.4 TiASEETREREERERIE

iR 1) e A e e 5V 22 D g R DAL R S A O JiR
s DAL AT P 5 0 5 A DG PR R IR, RE AL
WRIE R LA s T T 10, Edkb B AR sE . )R
P S R 1) 5 b B 45 X R AR AR S, BE DR R A 48 £
SR, A AN R BESETE, AT T SR . S R DA
(=) BRI AR T2k & A
KA 55 SO o A0 . AR T
K 7R g 8 745, W EGFR. Bclv c-myc~ ras-
Met. GLI. myb “5I3EN5 40 i s k#9117,
R AR F AR B A G R 1) RNA THREAR,
A LAE [ BB kR o L S Rk, AER N R4
SR . Saydam US40 A A AL )
EGFR W1 8747 1L LA BB X EGFP ] shRNA [ 3
Fhalifg 2 w2484k, 2 HIFR A siEGFR 1. siEGFR II
Hl SIEGFP 41, 4R )5 AN M3 H o SR 4R A K&
21 M ARV T BURE D) S TE 24, R S R T A
PR, o R B OB A R 11 i e A K 45 7 T
PEAL T PR A0 MO A% 3 B siIRNA LB (11735 B 30
&), U] SIEGFR 11 B W S 400 il Jie g 40 e 1y 386 5
Julien ZEUN T T EEXF bel-2 19 XEEAZ TR, LG
B FEARZAT TR IT 50 R0 B, TR A 53 i) e Y %]
JZ SR 4l B Jon52 5 Roc. 45 R o, & X bel-2 Gef
TR JFURE 41 Hu SR FE 2, BN bel-2 8 A & IA KT
NFE. Chu PR RM, K c-Met ST IR fE
1 Z AR AN R 1) c-Met iR (1 R35 NI, H Tk
P A 3 [ S c-Met AT IR IV 23 E
1.5 imhi. i BG5S AR IE

Ji9Ra 2 B AR ML 2 — 2 A0 P E TR A PR AR A
JE 3R B i B, A AN ik 2B Ak, RLEE RE DL B B N
RNA 450 BRI Sk A B hr, A8 73 76 3 (R 52 3]
Tk R v g 18 S AN ek R, i A R 114 S0 2 41
AP N T E e P QU 7N A ]
RNA B a5 40 50N i b i 336 %% S g hTERT SRk £
A0 AR 1) IR, LA A I PR S A R 2,
SR T SR T 194 ol 75 0 00 ) i A B0 2 5 TR TR
ARG HLHI 0 K A, T N SRR S AL A AR 22 g
L 85 I P (00 N b8 4 e o e B e DAL, RIS
TR = Flag A2, RITBEL 1 g A il 05 4 3k Tl 21 400 o A%
(19 53 07 LA K 55 3 bk (R 465 4 o BT 6W, Stot I3 2e %
Tt 11 25 A7 LA B 5 i A 1) &5 4 T B 5 it il 308 2 S il
PRIEA G G Ng S5 T4 217 22 128 v hor Wi 4 3%
Tt FAD 20 35 A il B 1 ) 35 TR R TR 4K, VAT UBT AR
B 20 P o SR R, AT Sk ) R A R,

YA AR T 0 0 T O S 0 i R W S ks
16 &IEITE

A0 M K7 ey vk B AR WS R R R T
VO 540 6 5 1 R 7% A0 4 oA 400 e R e M. i DR
FIENHE IL-2. IL-4. IL-7. IL-12+ IFN-a~ IFN-f
IFN-y» GM-CSF. TNF-o . 1L-12 j&—Fp &2 1)
e, REMERMORRR SR T WA B
SRR A0 6 55 B 92 40 H T ) e B 0 TFN-y (RRE T
Ren 55PURH] SFV i B /A6 8 TL-12, Jk A0 2%
FEBH &7 I ik, #3 T LSFV-IL12 &%, K4 T
SLAE i oz JORG 263 R 1K 22 Ak TRN-B (R BT iRa ALl
A5, FHSWET, IR IL-18.10-6 2540 M [K -+
LS55 IR R S8 K F TNF-a %5 . Yoshida 25771 FH
BT IR TUANE IFN- 55 4L 21 5 4 i [0 00068 188 1EAT I
RIS, ey 42 SBE i 0 o i, P4 B AENR
7R 10 J8 51 AR 1A E
1.7 RNA Fif (RNAI)

RNAiI AR 550 R LEAT IR AAMLL, FF
FeVEE IR A TBORRON, D 5 Y .
RNAi AEEF 6T 987 A2 AH G 1) 22 b S DR R 4R
LA AE FSORH DGR IR | s R DT i o il 56 DR LA 40 i J
R P RE D S AR REAE S BEAR RNAG 1R FHBE . 1R
SEUSUROH B B A B B M 10 g oK R A S A X
c-myc FE A ) siRNA 4 CBSA-NP-siRNA i A 2 24
ARG, 097/ WU R BUR B A, i S A Ak, K
200 6 ASCAST 00 4 L T S AR 2 R K IE R T siRNA
X o J& BT I8 A R L TR YR T R
1.8 BR&EEREATT

o o 988 11 2 A ok 22 K DRUAH AR FH 55 199 5% 0 42 1)
gh L, DRGSR FH 22 Bl DR IR T SR s 6 1) 7 o g
3T (6T 7 RUCRE o i e 8g 1R 6 DRV 9 T LA BA R L
ANTTHEAT: @© S0 TTR 4i (R v G 5 @ {2
BEPUMRE s @ i SEAMET @ (R
Sk © FE R LA RS BT A © BEARE
iz 22, @ BT 255 K 2Rk, @ 38k
Jr AT RO . AHOCIIESY, W1 PTEN JE A5 e X
i o T 308 4 SR A IR A 65720 PTEN IR 5 e X
EGFR A1 MR 1 PO%E, HOUE 3L R R 6 A VR 97
FEAS LR (1 B R T RO A
2 MAEHRBEEEATT

TF14:#J (Parkinson’s disease, PD) +&— 7 I
() o 2 A el A IR AT PR, L LR AIE & o o BB T
SUIRK RS % UL REM A AR MESE TS, SEUR N £
CLEph 223 otk /b, ELE  EPE RS E, UL EORE 5)



+ 1098 - 227244 Acta Pharmaceutica Sinica 2010, 45 (9): 1095-1102

IR AAEIRP Y. HATIRIT PD L2540 S i
e R A e PR S R, HanliR 2k
I o EAE KL DRIVA T IR B AR 7R T R (9 AR
JERTIE, HEENILBRBEANT: O B2 hL B
G IEAR T A OCIE N, @ YL RE G oA 2 D (1)
K @ gy sy 1IN . 2 BEDR e T
T 2, SIRNA 32 #1  JT- A 4 AR 2

21 HEZEREMEEPHEXER

211 BREBELEZ1LES (tyrosine hydroxylase, TH) #
i P 5T 38502 0 1V 22 E2L e R i 22 T AN LY R N
e AR, AN TH MEH T, &t — R
WA MU, W g TH JEDR o) 3 In 22 L% & ik
o 2 LRGN R T (178 1 0 25 A T 4 A5 5 1) L
Ji A, BT A% e 2 BT VE O PD AR YT .
SN TH BN NS T4, #h& T4l H &
Rer il 2 B Esh 4 ot, HAeRik TH, Jf 8350
T PD BB/ ERIBEREAT A o

212 FEERIEBBRIEE (aromatic L-amino
acid decarboxylase, AADC) ER& 7% EgA it
PR SR 2t AADC A0 JiE 2 TGN R H 2R il 40
JRZ B, e AADC n] LIS N2 B i A Bl
Bankiewicz 25PN EE Y AADC A 1 A 5605 75 4
A PD EIMEEAL (SR, IS T 28 e 2 1,
fEA VR T I RURAE W] RN, AADC [k 35 HA1
Ba, IRFEE 2 AERL b, BRORFRAK T ShPrx 2o e £ i)
i, BT A MG RN - E .

2.1.3 GTP IRk fZHE | (GTP cyclohydrolase I, GCH
1) £E GCHI &G MIUEAEYEY (tetrabiotptein,
BH4) MFRI&RE, 1 BH4 24 TH (M4, il
GCH 1 72 BfZ & b R A EZAEH . BT
GCH T/ESE VAT P I N 2 SR A e e, W%
KA =P . Muramatsu 2559 GCH. AADC
FUTH R TR A 03 58 2% PD BERL I — U SUIR A,
AL S e — Bl R R (0 5 R AL AT b, L% e
G 2, HIL PD AT A I o B RR 48 1) i ) 51
K.

22 HLAFHERIMEAMER

221 WMERRFEMHEWHZEEFEF (glial-derived
neurotrophic factor, GDNF) £[R& GDNF & [ 4
SR — BB R T, e AR SR i 2 R KR
P TG KA1 - Huang %5 POV HT SLEK 2R (1 (1 99 K R
#5415 N GDNF SN 45 2 R 4, 1l 2 7 sk
WSR2, 07 (RN S M OCR PD B, LR

N, ARSI G YRt s GDNF [(Rik &,
H GDNF R IAFFEEI [ LK FLER & A B Ie 45
it GDNF (¥ 48 KL GE Wl 35 322 v 152 28 B V035 30 /i
FeAIC 2 G RE A 240000, I 398 oim Ao e o 448 36 Jo 1 7K
7, Rt S R R
222 MRMHEZEFET (brain-derived neuro-
trophic factor, BDNF) £RE BDNF J& T-#&E 5%
D7 550, BLAE KM 43 A1) 32, 1H Sun 2P 5T
W], BDNF JCig st /R4 IEAT R i Al 2 R4 R i 2
EL ke RE A 22 T I ROR #SAN T GDNF,  H A48 7
A7 R AL A SR AN U GDNEF .
2.2.3  Nurrl (nuclear receptor related-1) & Nurrl
SR T O U 2 AR, B Ak R i 2 =
NEZREM A TTHIR B « A7 MG R R 4 FR 8 A
FEAEH] . Nurrl JERAT UGN 25 0l dz R ik PR A
TH JE 5% o Rl Nurrl 558 0] 5 385008 R 2 © 1
FEMZ IR BAR . Kim %P Nurrl £ 06 H E 40
o BE e NN BRUVR G T 40 e, A B A2 R IR i T i B Rl
A Nurrl G400, IFAEARSME P HAE, R
B2 B IO PD K RAEES, Nurrl IR iR+
200 YL 2 o] A e 55 S PR e AT A B A R AT
IR, ARSI L] o e 2 A A e (0 K
TH FHAEH -
23 BEHTEKATHEXIER

Parkin 7272 8 FI Ml RGEN — Pz RIERNE, 41
LN Parkin 3k 14 0wl DL RRAR 4000 B 0 W 1 2
T4 N AT PR T 22 Tl el 48 e AR PR ZE T e
LAEM . Parkin X TR 2 8 B0 LA A& R GE
M, BAEREBNGY T, BAIRSEZ B4 0 X R
ERE, LT LI BT Tau SRORY 2 BTG, FEH
7 Parkin 3£ K 2845 5 [i#2 (1) PDP2,
2.4 EREFHSEEMEMHEFANG MR ZES R TS

AR R I, SURM A 22 T 1 8RR I A
K& PD e — T FLAL A, i P At 8 A 45 5
M REARR. y-25E TR H AR 4 Fia L@
PREE LR T RES 5 PD R RE . AR S KA
AR N M E R, RAT M wiitk, &y
PD ImARIEIR I KA K, 1A R IRAE LA 2 IR iR
Wi F S e A A A v ad ot p-2d 08 TR, REAEHT T
SEIRPR T, FEPIR AR A e, k22 PD IR
SEPRE
3 F/RRGEBEIERE AT

Rl /R PR HE BRI (Alzheimer’s disease, AD) J& LA
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HEAT P AZ BT « JRAE A RN S5 A S B 13 D SRR ik 1
AR RGBT YRS « AD [ 32 i 2805 1 XU Ay
CAEPE PR LT YEDE S, | PR TTIH T T2 R S RAE
Moo KT AD BRI HLEIA 1 27 Ud, i shikes
36 JFUAR B AT 27 U s B TR PR IR RIBR B 2 3+ i i
AU PSR AL A AR RN T
FA AR, Horh DL B VMR IR IR BN A
Hfr, AR UEIA K, AD & —FPil A BEER-GAE, ATfE
ST BT AN [ (1) B DR ol o e s ) 42 30 B vk AR R
HAIASE [ (amyloid precursor protein, APP) [k
s RIS R AR, Bl g ERM R (amyloid
protein B, Ap) Wik EMEABEMN RAELL, HESR
AL AL AN BR8] R 251, 113 e i) AB
RERD T IR0 2R, AR

MEARTE . RVEAR . RSN L LT YRS A
R E K

AD [R36Y7 HATLAZ )0 &, B46 g IE ki ke E
299 L LB BRAE 2 W R BRI 259« i 29)
B AH IR L2 a7 AR ] 32 S TP AR R AL
(R IELBRE Fi 1 22 o0 D) e S (R HA 3, IR ANRE L IE R
I AD B o JEDIRITEE R AD IR R L 3
AR ME A KN T (nerve growth factor, NGF) F[X]
TBIT . DUER APP [EEERIVEYY DAt for ik 2 R 2
KA TT S At 17 2 I8 8 1 E (apolipoprotein E, ApoE)
(5 RIR 7 45
3.1 NGF ZRE&7r

NGF R’fiaRg —MELNEFREKKH T, &
RIS 195 T3 B 38 2 47 | 1) e U2 i o Lk R o 2 TG 1)
U o ILAERBEAE AT HBEIT R B HR AN, JCH 2
PR AP R BRI N ], O NSRIRYT AD
HARFMAE . Chen 25 NGF SE RS 4T 4k
AN, AU NGF, SR )54 e A% A8 4 2 4 Bk
JERZ, WLEEH] NGF HePUE i 1K) 2T 2 40 M A5 i A A7
% 6 JIF HAFEERIA NGF mRNA, K RUIH2S H3012
BEef3 43 30 W] 6 53, BERRHT N NGF ARSI ) 52 44
FHVESN M2 B 2, WoR NGF JEPRME I sl 21 4
20 0 BE AL Bk A7 16 JELB RE Al 28 o0 7 A — MR EE RE ),
M e 4 2 (1 28 1) 24 282 6 7 - Tuszynski 254
KU NGF J 5 AD B #FH AT T 1R AR IR BT 9,
X 8 4 AD E AT NFEA T RefE ik N NGF 1)
FCETAEAN I, BT 45 R SR B AR RE ) R )
A2 T 255
3.2 RE APP EH

AB & AD (1) 3 B PR 2 AR BRI S B,

S PR 5 R AD (3L [FE . 0 APP JE AB [HT
WEH, HEAK APP SilByDIEI BT =41 Ap Al
APP (1] C Kuig{E AD 5 EEHLH] oL EZE/E ], APP 2%
R AF el it RILREME 51 AD (R4, Kk, BT
APP LR 3R 2 5 BIRT AD [ —Fhal 47 50 o
BWEGTE SR RA TN APP KD Beit T 0 Hote s 57
PEVTERER ) siRNA, 1ER] T siRNA X548 APP
BB I DTERAE F i A5 i 2R A (¥ APPYRT. R,
K RNATL FEARB SUZRECAR N APP (1)K
ik, R AT R ARG AD 175 K.
3.3 KlumhilgA3e SR EE &Y

At 5 2% B s oz T ] A OG 2 1 7E B b 41 i 2
Wk OCEEVE R, W LAMRI M ZE e, BHOE I A AR 4 i
AT WA LARGE AD g e onum b B PE, A
Heh AD [FBG R R R o iR A2 T Y
[ VE FHPLHE 2EE — S WF 90 2, 35 8 F7 37 ity b 1
(1R P B FL s A A A, o gt i o g B JFG A O Bl v 1k,
SERAN ML, FRPTANRIE TS, B AEN AD B G
FF— F BRI
3.4 Ll ApoE A¥E =B EEATT

ApoE (14 Py e 3= B4 2 15 JIH 6] W 1) A i e i
KAEAMAY, FhERGETEE . MK,
YEFFOR Ml v BB BT R EAEH . BT T ApoE 5
AD KRIMHIFIRZ, INA ApoE JEHE AD KM
fER R 1o Rk, ApoE 552 A AD H 2 Wi s id
Ry S M3 R T 7 (A a1,
4 RMERTHEREST

J S L 9 7 b TR E R I AR T BT
S s A JE I R S A R 40 Bl P
& SYE G N (112 A | R U A ot O AN = 2
BT 7R % 3 R 3 A5 o 0 1 AR A A, RV YT B
2ot N R B, i 1 7905 A% 1Rk DRV 7 8T ST 4TS 4R
A TS5 B B
4.1 BXERINEIEE AT

Y& A Sy b, T gt i 08 5 DRV 9 ARORE T JE A Fi o
E PR RN IRN, IXAEAR KR 1T
GG YA, BRI B B L3S X B K
XU 2505 A Jok P 6 7 9 0 22 P, DA O S Al
JE G TT T I B R OA S 5 B R AR I R e
B LE A8 2 DRl 1 i 45 44 £ K i 41 2R 10
411 FNAHEEFEAFRERKEFRATHMBIET
I b 078 5% DR R0 AR K R R 0 o 2 R A VR T
I J 08 ke df 5 A e XU — b SR o X 2R IR AL
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NGF. GDNF. BDNF. 8 If 5 R BRI T
(epidermal growth factor, EGF) %, BEME &9 X
B TR B AR E AN, EGF 22l
AR B RHE, BT RSS
EGF FE4:K K F (heparin-binding EGF-like growth
factor, HB-EGF). &K TAK I 1 FALEK KT a
(transforming growth factor-alpha, TGF-a) 4. [ K i,
R R iV S R AR D0 75 B AR 3 1) HB-EGF A B) T
PR R I AR BRI AR G DX 38 1) o R e BT
BDNF J& — R 28 IR A1, Pl ol 22 R ST i
LGRS T o XK B PP AR B Jhk P ZE AR 2R 5 -
BDNF J&, Zhfet& ik, 140140 >. GDNF
AT AHABLIR A F LS 20,

412 BETEMATMALUIEMERATT KAE
WG, AL fh e g B R R AR e 2R A L
s IR s, Bk 2D ISR R B 4 S
A 1SR R AT S A R 2 e 4 B g TR 4 2
B o e BB PP T HE PR sk 2 i 5% i 26 v K A

i HSV #3110 Bel-2 B I8 w3k A7 By T4l
£ ONGERE SRS ia =y G (1K L 11 O R -2
EAN T R A% P, TNF-o G E, A20 07
TNF-a fEH] . BARHAPLHIMA T, A O A SRS
A20 HEAT BRI HE DA TT IR IEDY . (AR R, X
E N T R o6 X2 SR S PN R S R R P E TS8R €1
— P PR TR ] AT B R A K R
PRI DAy ek i 3 (1) 45 R AR A AN RTINS = A
YER
413 LURKREANBWWMBEREST 2T
A R AR SN A M B, XM AR S
PR Rl R GE b I W R o DRI, A A
4 2 (cyclooxygenase-2, COX-2). H4Ifu/ % 1
(interleukin-1, IL-1). A% 40 Ltk & 1 1 (monocyte
chemotactic, MCP-1) Fl13 Jii 4 J& & [ ¥  (matrix
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