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RNA F #t (RNA interference, RNAD) $F A 2 F) F W 5%
RNA (double-stranded RNA,dsRNA) , % %% . 4 57 ¥ [ i 24 g
N A} 5 i RNA(messenger RNA,mRNA) , M\ T FH 7 45 & 3%
P52 3 o {400 i o 00 3 P B Ok () R Y, 1998 4F Fire %1 ¥
W0 RNALF AR dsRNA TE SCBE 5 2 SCHE TR 6 W0 1 A2k
HERN LG REZBHE A dsRNA L 37 A B 8E RNA 511
SEETIRE RS 2, I S8BT — R FEIEE TR, 2001
4% Elbashir 55" 72 i 2L 3h Py 40 i v 5 ko WM 21 T RNAL Bl %,
MTIT IR T RNAG EATE N L 3l 9 40 i b vz T 5 0 ] 1) 4l
RNAG 4 A TH A J5 FE B AL i AR 3 R Iy B B 75 F 0 R 3 97
RS RRTR TRZ — i ma ) zZhH. @45k
1k RNAL F 8 TIHLH] 4 AT . id 10 ZAERIBETL, — 2640
W R IAE AT BT . A SCHL B B RNAL & 8119 7 fg Al
il K RNAL$52 AT R 3k BRI b BB 5 BURAE — 2334 .

1 RNAi B/EA#LH

A % RNAL LG AL AF 5T 224 ip 7 48 o SR g 551K 45
YV TTRAIAE E T RNAL # mRNA # 5 5 831
SrF LT A RNAL 5] 36 P T BR A5t 72 o L 40 9 B A B
B A% R i 11 (ribonuclease [Il s Rnase [[[ ) 1 #4 9 % fR i Dicer 1
S A P BN P dsRNA K )AL 21~23 nt R/
siRNA(small interfering RNA.siRNA) ; ffi 5 siRNA 5 TG4
i) RNA i S U1 8 & & % (RNA-induced silencing complex,
RISO) &5 4, 75 AR SR TE T M9 VE T T siRNA XUHE i -y B4k 5 il
T siIRNA 5 mRNA HA 5 B[R P50, H e SCHE @ 5 8 48
mRNA #EATRE 5 L 45 6 i RISC 1 1k, fx J5 8 8 5 ) mRNA
BTN o BT sIRNA B 0] £E 24 & i dsRNA #7514, 51
) siRNA 53 IEH mRNA #4455 5 . 75 RNA (Ol RNA
R MAT A BUHT 1 dsRNA, J5 & # Dicer 59 5] 5H7 19
SIRNA AT 72 25 9% 506 50 K 280 1o » 384 3 8 5 PR 1 O R s ™
A, siIRNA 38 7] 5| 42 [F] 5 25 5 20 DNA 7= /£ RNA ¢ & H &
b KL B R R 5 R B o AR O g — R A
e HUUER BN o
2 RNAI S AREMBEERRTPRTFRIVK

g RATLRAE 2 R0 BUE B R AT R A4 2 40 9
BTN 5 IR R R R R AL R AN A R A K 2 R A 4
1o 2% S 9, G A0 L S 0 R A K 40 A T R 9 B B
AWr. B XA 5 AR Bk R HEAT I o Bk R YT RUR
FFARH] & . Matsui - 9158 & B RNAL AR X F Py 6 1 Fi 4
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P A R W S A DLERAE . IR R R — R R R R Y £
AP BLA e BE RS IR T 5 0 R L B ad RNAL AR &1 —
Fks S M dsRNA 43+, 35k AT LLIR] B 59 B 22 A4~ [ 6 25 3. DA
i3 210 e FE EVGT7 0 H . b4, RNAG R [R] B 40 46 i 9 2
AN TR) B 2 R T LA R ELAS S 3 T 2 2 DR
AR H Z B RS M MR AT RS T RIREY . H T RNAL RS
i e 447 5 DRI VA o7 S S 4R v 7 T g i A R T 8 A B AH G kT
Chmoas A= PR 008 R TR g 2 B R O R TR LA K 55 i o T 2%
ES IR N RS AN S R R S PN R S T
2.1 RNAi XM EA SHEBHCERMIUREN AT
RNAG $ A 7E 5 P ) 6B 108K 5 20 68 40 o iy O 34, R IR HR
144 Je 958 24 FE PN e B TR Y ) R e L A BT BL R AR Ak L W] DL
Bl ik — 25 BRI ogg & 2E 5 R S R 43 1 WL Oy i 9g 1 i RLVR 7
PEAETT R 9 PR AR

VLB S AT A7 2 [A] P 2 3 (silent mating type infor-
mation regulation 2 homolog 1,SIRT1) J&— Fh#5 K& M i Jsg % 4
B g 2 A2 A [5) 200 10 3o 7 0 08 T Je kIt e — A% R 4K A
PEEE 12 ZBR G . 70 JH 4 R P 98 R T 8 98 4 e ik b 38 2
ik, Choi ZM" J 1 RNAL HA L% & MUY sIRNA L #K T
9o 4 L SIRTT 3 (R A 3% 55 & 30 JHF 98 40 M 1) A= < 5 48 i ]
ARG ROBHL A . B /MR 45 A B -1 (nucleosome binding
protein-1,NSBP1) J& HMGN 2 [ K i i 51 » B 6 45 & &% /M Ak
3 3o e o T T A R N R (R St NSBP (¥ 3R 3k 5 R 4y
9 33 S0 A O UL 285 % % %% D) AH O s NSBP1 3 [ 11 5 3¢ 3k 1 aff
P AN M 0 A I 5 5 RS GO R AN M 1Y 12 28 1 . Wahalu 2501
FEAE AR T BOR A0 A AR R AR A0 IR R R Bl Rk R
5 40 A R ST BEL i AR G /MU I P B AR G T (vascular
endothelial growth factor, VEGF) 7£ Ifil /& % 4= . N FZ 41 s B 1§
FIGHE R R A . N, T VEGF /il 2, )\
AL HE T A B 200 i 164 R A %, 400 1 40 8 o g 5 il 5
fb. LA, NG EREEEERANOLENEERRF A
(vascular endothelial growth factor A, VEGFA) % ik ¥ ¥ i3
55 B R I AT MR RR 2R A G, Qiu YR S
TR X VEGFA JEF (9 RNATL ik, 9F 5 A S5 E 1 8 4 i
RKO cell J5 %30, VEGEA e 3 B0 5 7T 1140 0 00 40
WARK GEB M. 550, VEGFA 3k B T8k 7] L s 2 {2
Ay 2R WG Ak B M B ( mitogen-activated protein kinase,
MAPK) {55 R FIEE 2 A~ 2ok (R AT A= 119 e R 2 1 T 800 770 /A%
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ZEH S TR R B B B4 A T H (second mitochondria-de-
rived activator ofcaspase/direct IAP binding proteinwith low
PL. Smac/DIABLO) B35 . X #F Ui W1 1 I RNAL 9 77 35 DT8R
VEGFA 3k, 1l LU R 16 97 45 B W 9 1) — F 3% RR 97 Jr ik .
XSEAF TR W] A RNAG SR GTER B ] 5 Mo A A G
PSR T R A S IR A T I — BT 0 SR
2.2 RNAH MR 2RI 0 SLIE 5 R
S TRIT R ST T MR 0 3R 9T T R d T B 0 T R B YR 9T T
B WBPEMIEE K ST RN BRI HELR W
AP S8R A 32 B B IR A 8 7 AR T 2 L e O R 2
it 25 f £ 2t 25 . SR RNAL B 5 3k 0T LA /0 b g () Tiif 24
8 o e X T AT 25 0 1 R

Z i E AR 1/P W B (multidrug resistance protein
1/P-glycoprotein, MDR1/P-gp) i i F 3k % TA 4 5 i 9 41 41
UM AR O, b -] BT 4% b B H B SR 4R B (twistore-
lated protein 1, TwistD) &t —F & B R F R E AR TIZ
TRE-FR- B B 1 S 7R B 4 - ) 78 5T A Y e A v Ok 4 R R
R SV S DT T DR s bR R A B R . Zhu ST IR &
BT Twistl Fl MDR1/P-gp B 5 ABATTE NS SV Hela 20
i rbi 3 RNAL #9753 T3 Twistl (R 35J5 & BT LLF A
MDRI1/P-gp (43235 AT LA b 9o 240 0 4% G 1884 56 i 98 240 g
Xf MRUEF AR ST 1) AU

W B A0 HE A W1 8 8 d1 Ceyelin DD 5 2 7 il 16 97
SRR AR T B 2 M A HOT I BT A % . Kothari S0 5 5
RNAI 177 EPUB cyelin DT 5 P 7E Sk S50 Sl bR 40 it 97 Y 3R 3k
SR 5 R0 240 e IS 1 SRR L R ILTTBR T cyelin D1 R 1
il 9 4 e J] 350 A SR WM T R A R L O L X AT 19 Uk
PE
2.3 RNAQ G M 8 T MOCHE R UUBRAE T i o T 2 %
VI 22 5 DXL U8 5 10 200 G375 B3R 10 I 5 I 2 200 L0 o o 4 TR Yy 3%
IRFERL G VR MR 0 A B VDA G . B 20 i bk B2 988 - 1 -2
FEHEFE (B cell lymphoma/leukemia-2, Bel-2) . B 40 Y (9 i
-1 x Bel-2 K% il it Z — (B cell leukemia-x long, Bel-xL) |
surviving . X Y4 {8 {4 4 8 77 T3 # & [ (X-linked inhibitor of
apoptosis protein, XIAP) fil FLICE i il 25 4 (FLICE inhibitory
protein, FLIP) 2% W 09 3t 4 12 85 11, 3 % 72 b e 40 i v i 5
IR U PR Al S AR I TR S R R AR R .
BRI A W S HROBT 1 50 8 T 2 R R R RNAG H R TR BT
AL A0 M PR T A R R AR W MR R YT B R A
RS R E

VI ZWEEIE 92, survivin Jk B 7E iR 40 g v 2 35 3, 40 )
survivin B {1 2 315, BE 08 B2 R0 A9 LKA . Wang
ZelBIR ) RNATF A K & % survivin 38 B () dsRNA & A &
IR 20 i e A I R R S AR p L S5 R ORI survivin
HE PR 3% BE W% W 35 175 5 e R 4N JHL O T 410 ) 3l A A S 1K
AR . XTAP 2 8 T il 2y 50 00 T 2 A 5%, e g e 4
P 2 B 2 R R A& JE IR H -3 .-7.-9(caspase-3.-7.-9) . if
FIE 0 e At 3 A2 0 S 0 L O T, S MR 0 A L R R LR O
F# Y. Hiscutt 5 4R35 35 B B & 2 0L & 05 40 1 & & i
TEXS 55 1) B Jik J5E 1 £ 2% 0 20 i s A8 HE AT 777 8 232 . 5|
i XTAP 554 siRNA T4 2 290 40 g v XTAP p3R35, & 3
XTAP 122 15 48 1k 58 (0 2 9 200 1 g 22 1) f At o XTAP 1 3T 2R
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RETHEEFSBORBMAM I, 828 XTIAP 1] LIE N
BRI EA T I — A E IR TR AL

2.4 RNAI X 85500 A CEE R UL BRIE T BRI
ik £ R4 (renin-angiotensin system, Ras) | i 83 1 il 45 &3
(suppressor protein53,p53) . fig & fR & H i B 28 (protein tyro-
sine kinase, PTKs) {5 5 i J} J& I & 42 & WL 9 5 5 3 1%
PTKs & Z 41 A5 55 500 7 TE AR Z T o Kk A 1 72
rheRy R R AR 9 L T R R i HE AR e A 5 o 7 AR TR E I BUR
RSB E S S0 M A B I P R AU . W R
IX-Abelson /)N B 1 1L 99 5 5 9 A ] [R) 98 9 45 & 45 1 (break-
point-cluster region-Abelson murine leukemia viral oncogene
homolog, Ber-AbD Jj& PTKs [ — Bl 548 7= ¥y . £ A 2818 4 [ 1.
97 2 L PN 5 A TE L T SIRNA R 5T 3R Ber-Abl B 5% 5% 7]
DIES A 40 e ga =57, g R AR A B NEA
(adenomatous polyposis coli, APC)#F 42 Wint {5 5 15 f& i) 5 2
BOL 55 A 3 G R A DDA OG . APC SRR g8 25 R B
HER M RIB AT, FEHE I 4 ML 34 58 . i3 T sIRNA B AR T
BIEHER YRR LIGIE B34 4 AR A G HE BH Y R 3k F
SN K R e o o SR D O S 0 S N D |
RNAG H AT ER W 15 530 4 v 1% 5C B AR OC B iy 3R 3% L 3
F MR AL AT B B . fF T S AR SRR ) 5 (sig-
nal transducer and activator of transcription 5,Stat5) f£ A [ £
ol J g o B A B v AR . o) T R 0 M StatS 1 R KON
Sy 5 0 o i 968 40 L e B AR O O Lo AR OG . Zhang ST LA
1 JFF 40 0 g 40 L R SMIMICT721 g 4 g 45 A8, 4G 3] Stats 78
SMMCT7721 4ii Jifd v # 35 » 48 Ja K BT RNAi A & 1 Stats
I 70 3R T LA A0 ] e 38 4 L A 7 A A L

2.5 RNAI X g 4 i A 22 5 AR B R UBRAE T Tl
200 0 1Y G PR S5 40 1 Bt 25 40 I DNA ) R 42 3k 5 200 it 43 24 1
AN HEAT R RINAG 2 AT IR b9 240 0 J5) 30 9 42 S 1A v i
20 10 S B AR L BN T4 Lk SR 2 N B AT 0 MR AR YA
T RE . HATUF IR 2 0 IR 4 i A 22 4y 2L s 5L A polo
FEI B 1 (polo-like kinase 1,PLK1) .S M X BEE 1 2(S-
phase kinase associated protein, Skp-2) . 40 g J& # 2 (cyclins)
4. PLKI1 7E40 i 7 2O W I 40 B+ 24 e
P BRI A 2243 24 3% PLK1 A9 9% E AE A% f2 2F M 31 40 i
B3 . Spankuch-Schmitt % ] RNA F 4 £ AR 43 51 7T 2k 7L
N 7R N R U L S B O S AN A |
Jifa T 25 AR B 52 B A 22 03 B4 IR SO S AR L.
SKP2 J2 41 i N Gy kA S #2675 I8 . BB 9% 41 2F 40 Jid 14
B, oA A e SR A R S R kA VR R R T ). B
FER I 2 RNAG AT B /IS 4 i it 968 20 i b SKP2 1 3¢
5 9 40 AR A 2E K D0 A2 B0 B A T L A0 i R 3R 40
O E AR B T2 25| By T 20 i B o A R G B R 4
o BEFEIEW] i RNAG J7 32 00 B B9 40 M v 4 i & 14
Z E(cyclin E) 3235 a7 L) 8 48 M0 A= < 15 3% 5 2 9F 98 20
Mo T2, o R 4K 8K 35 2 1 (kinesin-like spindle protein,
KSP) RMERSHEAMAHRMK A Z — FEF L3RBT
GRS T R e R PR T AR . A A KSP
Tte T LA 20 A 22 o B WA I A S B R .
Marra 5038 3of L 5% 8% 1 4 U SiRNA 3 A B8 20 2 48 093 11 401
Zrh R L KSP R S /N T 40 RNA AT DL 3502 T R0
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FI A OP S B E .
3 RNAIRAREMBERRFAENEZEQIESHERE
A RINAG AR 7 o 3 B3R 7 7 i A 45 78 76 41 i 5
B TR KT, AR R RN R AR S S R AT L (R R TR AR O
LA BB ) B B S bR N R AR K B E . |,
RNA 3 3% 5 0 Bk ELA AR AR Sk, nl B BB AR B 2 2 . X
BT BN SIRNA ) 8 31 45 5 M 05 0 55 1w ok ol 3% . Ok,
SIRNA f &I bk LR fEE B, —F o8 405 & B 3k 3
YT BRI sIRNA 752 2 [ &Z 9230 A B I 16 3 A %5 76 A
3K — BRI T B 2 11 S 58 T 9 DA S 56 DR B R B Ry ik ok
IMASESE . BhAh, siRNA S A B8 40 i )5 7] 66 55 400 7 R A
i RNA(microRNA , miRNA) I 32 4 53X Ff 35 4 4 FH 7] fig £
500 o 963 40 e P DR AR Y miRINA 95 i (9 — 28 35 (R 1 3% 3, M
5 ) 40 L 9 A T L 3 R T 3 gl B OR RS I K B R TR A 9
B miRNA JF 31, DL e siRNA 5 miRNA (8] % 52 4+ [0] 1,
B Ja o SIRNA A Py 86 e s8R AN 6 HILAAR Y 300 5% e it J& 2
FI a2 RNAG AR B A F I R A B R, 25 2838 3k 1
LA KA B RNA B BB tu BRI T 0 A T il R .
& GE 0 IR 6T 5 R A0 AR IT AR AR W 2 R R L B
RNAI (8 & 3L, g s 9 35 RUR 97 i ok T v B2 0. RNAT 4%
ARAE IR L AT R SEIR AT E B AR IUE T 2R . A T
B SERl B ST AT R 09 A R 254 L sk Bl S Aty vk 1R
HEHTHRIT MR . BAR, B AT RNAL SRR T I R id 5 — &
0 BE BT {FA B0 A A B BT R R BT R B RNAT 7 AR X
JBL 1% 7S T 00 A 2 4 P S R B v PR PRIR YT Y FL AR A 5T
SEHL,
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PCREAMEZEEERLISEHHTRAR

% ,E:J\AuEZQ"ji )lﬁ,blu ,éﬂ i3} »ﬂso"’g‘;{;i
(l.ffiil’fi?“l’@[ﬁ%ﬁgﬁﬂ,ﬁbi 43001432, XA TR SER PO EEH T, XX 4300145
3. 4k F A B K F R E R R W B A B A A KX 430022)
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=28t H 7 5 (invasive fungal disease,IFD), X i {% 2&
FLUH IR R EL AR AN R A ORI J—i—fﬂﬂ‘iﬁ%’é‘@fﬁ
BB E EFE YR8 AT RN S E R A B AR P R

AR, B T ER SR IR B Y A5 R 2 4 R 2K R e (A e B RS A HEPJ_“?
AT IR ) BT AE R 00 A R B B IR R A g
T Tz B AR L B T TFD Y S8 3R R S8 R Y & W
TR, S JI AR TE B9 TFD [ K 205 18 DR . B TG RHE
PRI R 2R B 5 B D o A0k O 2 T s R e T L EL N A%
BUEL B 25 40 1 SO AR L 0 DR 4092 W AR R TR L S B9A
fﬁ“ﬁjﬁﬂi? B AR R U B AR, AT AN A By 7R

LR LR, A S AR G0 7 1 40 BT Dy 3 L 3K 4 Ty ik R ) B ]
ﬁ‘ﬁi@@@ffﬁﬂxix}uﬂﬂ%m&ﬁ PR PR 3 AG Y 0t 2K
5 SR B SR YR YT RS ) oG . R A % N (polymerase
chain reaction., PCR) $ A H A7 P 7 | faj e, f0 /g 1 00 205 e 1 o
B AE—E R BT DL RAME GO IR R . AR SCREHTE
TED 3 12 Wt (04 BIF 50 3 Je K e DR 1oz I 32 s BEAT 25388
1 PCREARESHMEBERDIINA

F A S BT R Y T 0 5 A S A S Il ot
75 i i 2 BK R A AR 28 1k Bl 2 % (invasive aspergillosis, IA)
I A el 90, 3 {5’E {ﬁ (bronchoalveolar lavage, BAL) J& IIfi Ff ¥ ']91
AR AS . I T WF ST R B, K LT A1 BAL Bk 5
A& E L BAL FI’JJ:FE(&*H[:K Eﬁgjhﬂjﬁlﬁﬁﬁiﬂ
R I 78 PCR R M A0 BAL AR A AT TA 2 Wi 40 07
Bl 747 48 A DU B[], W] 2E ) A oK 7 S 08 B B S X 1
FTHUE B 2593897 A B0 i I PR B A L OF @ W PCR
AT . Bk PCR b3 LA F) T 12 W7 1 BE 19 36
WE  (HATY A7 72— 26 7] #51, 4n DNA (14 32 B R 42 5 & £ 0 1) LU
IS W 1 SO L IR 2K I PR R A T R A R TR i IR 12 W LA
Lot vp ey i 4153 5 A7 i £ FUTA DNA S5
2 PCREARESH SIRE RPN A

TRV R AR B R DL R A T L R e e T RR AR T AR

*  BEEBB R AR IRE(WX10C13), EEBEN:E

BIRW S ERE
X ERARIRED A
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R B UL BT A . 2 5000 IR il L R R 5
R o At TL A A8 2R A ) 5 | R AR 2 R 5 0 s 0 T A RO L A
TR R MR BRI W AR R R A T &
TREAE, W TPk BRI g T X AR 6] Bt 5 B 2 ) Uk
PEA T AN ] I PR T 2 5 8 R T Rl J L SR G 2 1 25 MR T
Xof B2 1 I R I 5K P e AT BE A8 TR B, 3 o i B SR AG I A
PR B 14 BRI H BRI CR 22 50 Y0 3 BB A1), HL Al 36+ st
PO FAR 0 109 2 2 BRI 5 R H A % B AL FRT N (A {8 B
Z R PEAVBURPE . PCR R MIR AL T — A>3 2 W7 O IE #f %
FE A BR T B R E K1 R . TR S HE R bR R TE Y
S A, I I bR AS T BE AR A BR BT S . RO, DA IR G AR AR
43 B9 M PR A R T L D HE ST R B R A R BAL (B R A R 9P
R R S A A 9 R T A AR I T A TE B R S RS W R
IFD, 7£ BAL skl 2] 5 7K OF i & 2k i v] @il 12 Hiﬁjﬂ/\ii'klil
PRI 5 B X B PRI AE # 2 0. RAR A T 8 7T e
B I S8R LY 2 s An e AhE X JT T DNA Tfﬁﬁffl
TR R AR A . f A B X 104 418512 O PRk
8 ity SR A 4 I 5 i YE #E4T T PCR R U 43, 45 R BoR
I35 B4 BE A 2R AT 3k 100 %6, 10 42 il i BH A 3 1A 70 %6, 3% & A
I BG4 i B B R

Morace %5 43 Fil PCR Fl I 55 3% J7 3% 46 0 4 10 K i, 3
PR RIRT L S5 R R PCR R B A o @ i 80Uk . Ahmad
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