o E A EY)##4R Chinese Journal of Cell Biology 2010, 32(6): 927-934

http://www.cjcb.org

Onconase tf R E A &I FTHRE

B OEY ERK ki BREE &R OR2
CHEFETREAY RN TERRESLRE, L1 200237; 2 L YR a0, B 201210)

2  Onconase2 —#F {23k 7 $9 % (Rana pipiens)§7 £ 48 . Fo - B BE BS ) 1572 9 AZ VB A% BR Bl
& RNase A BE4kPH)— R, IRIEECERAIT ZFMBIHELRFF154EA. Onconase B 7T
SR HRMB LS EF, A-TFEFSHMAKM. Onconase M4, FEMAL., ABAL,
Onconase B4 8| B FL 3342, %98 Ak AR 5 = A &t M %455 . B 3t Onconase ¥ AF 0 EF K E
FEFHA EHEFEEN, KLL%E T Onconase 426 M4F 5., HBILE—M, wmiedEt. KRS

FURT 8 & MBS IE R 6 R AR, St T X —EER A,

KA

1 5I§

Onconase JEA77E T4 77 540k () IR F0 5 AR it op
R — M PE IR B . X A0 e 40 i R A 1R SR
M, RS ME——AN SR TR RIG T X
PEIXMREF. Onconase BfFFT I DT 2 PN SUEBI 71
RICEMSER. BACREEZBREBHARENTY.
MIEHEAE, DA% ER R (RNase A IR
P ZREE S . Thee. AL pLHIAEEs) 7
ZEMBITHEANPHIR . RNase A LT &F
EAFEAR SR LR EH R, A
PAiii RNase A 2 445 B0t saE I & B R
Z—o SItER, A1 A B 2R FH A0 i R B )
HIME ALK, B1E 50 A G H, Ledoux SFMH]
A H RNase A VRIT WA (R I8, R WAETST
Mo HAh AHRE: RERKJLZ RNase A BIEFS
BN, AAPUMEESED, 1972 4, #HEE Yun
FPIR R T RNase A 1557 I8 B0 38 — IR PRI R
&, £F 23 ZRASIAK, RETH. AR, ¥
REMEEREATHES TI3IZR U LEEEAE
W, ATRMEAEKBEBEEN R REAXA—RK
s, AU A H RNase A 1E R BUE 2
AR, SHH DB EE T —FE.

BE1E 80 FAUAK, Darzynkiewicz 54 ML 75l
(Rana pipiens) 5P 40 fu Fl B RR i P 4R X T & H
P-30, 3 & BLA4LH) & [ P-30 K& FH 3249 (Pannon) 77 14
AhRER A FNHI B L% 40 Rtk HL-60. NS0T e
A0 Pk A-253 FIN S e 40 HE K Colo320CM 451
A IR TR B, B IR A SER i — P uE B T H UM
FEIETE. 1991 4F, Albelt S50 B R LR 2 3

Onconase; RNase; /i ; L H R

%), 3 H AR oncology (1987 2% ) Flribonuclease (1% i 1%
FR ) B9 97], Ki H 4% 4 Onconase. IR SCERH,
Onconase t##R1E Ranpirnase. Onconase [ &K ILE
FRINTZBEZBEENTUEAYRE . XE
AlfaCell 72 5] €. 58 i Onconase VA 7T %14 6] 57 41
1) T B RS, BRER . KA AN 36 E Cftb v
YE A EEE W 2P 7E Im AR B 2

573 Onconase B 7L 13 15k B Sz 8 5
RERHEKR. REREETEHET WK, —&#
Lo, — A R E B A& R R ERIE A
PP EED, WK ES A BEAEEERH, X
MEREEEHBHABERUSRITREIIEER.
R FREE, XA T E R R, £
KEFE Mz %, i EGFRIL-2%. HAEKSR
M RERR AL HAEFTEZNE, BRI
TR AR E O EDERRG R
B, RFILMNEHMEFRE S FHAER, BUELLRIE
M. B LB G RIREIE, fEER
AARAE, R&H, FHREZEMBWENITHS. A
T, TR RN AR R, N
FEl K & BRF— 3B 43 & 1978 SOpk B8 LA S i 55 .
FRERATERLARBENBRAR, TELHTH
EAA, MABHZER PP SHERE RERR
K. SHERBEHEEHAAPEHEERTMRY
Youle”, B-7F 90 SR BN % % Onconase . fl.F1 Rybak
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LB Onconase 1E T ANDHLHIRF ST, & K f i
JE 4% ) Onconase X8 1% 48 1) 85 2 3 AE A 38k 259044
BhgEE, A TRKERE. Onconase &5 AHF
EEER MR R RE ), IR R G, AR
hELE—, BERNPEAY. BT SRRENS
FEME, IR 5 % 5, Onconase YA 7T I8 fr3E FHYE
E¥iH—F K.

Onconase & —/MURF RS, 3 R EZMIRKN
A . &RSCHBRANB A RER — LR &, Xt
Onconase fi—~/f&j BA A+ B RITE .

2 Onconase 21{A] R FEZH A2

Onconase FRIFLIH 8 15 FH A0 E FR R MG 17 1 4%
FH2%, Onconase 18 i P4 fi# L 51 P9 t(RNA M T 4E 41 A
JE 7l caspase KT T2 72010, H[E# RNA F1E
EAEFAALA A UG, GG BLRALT tRNA AJAZFFEL D
B i1 UGG!'Y, Onconase #5348 sl g B Z: 4L &
e e, JEL B R 40 i B R R BT B A A R 7
Onconase AR Z B IE, HATAEY REEA 2%
I RREETE 1, AR HBAREHEID, XY
Onconase P& RNA P A0 1 R 2L 40 P 25 1 ) 06 22
%M. SR, Onconase FI4H B 85 M 3 AU EUR T
HEmErE, mMEEMEERX. WAL TH R
il ot b A I IE R e, RETF 1.5% Ml
g, EUTRA W BB, T RS i i X R L
H 100% G T EEERUY,

Onconase 35 MO T N 56 9 o B2 5 AR
MV FRIZEH B I B RMME S, Lys9.
His10. Lys31. His97. Phe98 #FZEHEHEH OH
ZH %4> . Onconase ¥ N %% i B & 2, 2 H
ZRRATLA I Met J5 BT A R I 5 238 AN R EE GIn TR
MEARBRK. XN wmES S mikE o S8
Lys9 AHEMEA, thRAGE PO 4URIY . N3
# Met ) EE2H Onconase B P H A KR Onconase [¥]
1%, ¥ Lys9 5% Lys31 284 Ala, 1% 1 2K
1 000 {131, {E4HMLA, Onconase KB A EFEIER
BEf# (RNA, T rRNA JUF RSB B, (A0 R i
Ah4F rRNA #2418, 5% 2: 8 5 i5, Onconase X tRNA
F1IRNA [ BRAR A DS TR A, AT

e R4S RNA EMEARGRYT T rRNA A

Onconase [&fi&.
HHTIAN, Onconase B 5AMMREL &, A5
55 o Mo B A AR ELAE L, 8 AR O\ P R BRS, BR

fRB A RNA #1035 F 40 g Toven,

Onconase(Onc)HE 40 i i) 55— 25 & Onc- U2
EAHEAER, B4 Onc 5R7EZ R, B EAEXUZ LA
KRBTzl BRER. 40EEmAEAH R
B B 2K 9 R AT LA #5547 IE FB Y Onconase 454,
XML EIAE—, B%0 Onc 76 LB AR
SetiR, RERKEGEMAIFAHHHUE,

Onconase 340 Jfl ) 38 — /0 il il M eld% iz 7
REMAN. X—HRERRAFEN TN HZH,
WAZRHEAN T, KB TERED, FEZHNE
PR R0, S8 IS PRI FH PR B IR AR P s e
B ff BT IR 120, R /A e R L A i 0 B2
Ko XFHLHIT EZMA ATP KRR ILEER, AFE
5.

Saxena “F2¥4 RNases Tl siF ik A4, &
BILF 20 A 25 11 UK RNases INAE 4 B R% 770 B KR
£ . X UiEH, Onconase 40 B1A MUK A fe K 3540 i
FHEH, HATREHAREEMREIEE. Wu gD
FH AL ST AR g B 77 45T Onconase F1 9L 48 g (4
22 [ T A ) 1 454, A Scatchard £ B EMI#S PIA
KRB 550, 2510 6.2x10°M F1 2.5x107M, H A
I 3E A4 K, 151 Onconase Xt 9L 40 ffu ) IC50 % ¥y
. BN EEMERMEA R AT S E 3x10°
Onconase %> F. B4h, Onconase FF i 4 Ml i€ ()32 12
HREMX, FEFERERES THSE, XEHEZ
A5 NE WL, SR 41 R 5 Onconase 456
HIREE Z AR IE 4 Wi AR E|. Hiagis 1 Raines %
FeEREFF AR KN, Onconase A F iR 54 MBI &
M (clathrin) A1 % 1 2 H (dynamin) # X R Z A B
H &1 N[E. Onconase 7540l P IR BE AR A MO IR
BRCIELL, BEBME. FmREDNEREE AR
pH fE %} Onconase MFEMEH- A B¥m . IR
IRFEAR 5K K1 254 RetinoicAcid F1 Monensin AE3 i1
A5t Onconase IR, Ek HATIAA,
Onconaseifi it 5 41 L AER T HERI S5 &, LLREE K
R F AN E/NE, —H4 Onconase H A #F
NN, — &84 Onconase i@ i I 7 /MEFI &
IREEERE TN & RES.

Altomare 11 Rybak 22 F 1 s F% (microarray) 3%
A4 T Onconase &b I X B4 (1] K7 987 40 i P B R 3R
LKW, &I Onconase RETH T 155 MEERIIRIA .
Hep 23 FERFEY FIF, 13 TR, XSEES,
A L MR T-(IL-24 A TNFAIP3), $£3%(DDIT3,
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MAFF. HDACY #1 SNAPC1), & # F145% i N (IL-6
F1 COX-2)%. Onconase ZbFE (1) 8] Bz 41 f g7 M35 Xt
Onconase 5 U, ATF3(BUSFE %7 3) R ik fe s,
T M25 41 ffi%F Onconase B AU, ATF3 (R EE
K. ATF3 [0 2300 a4 e g A 2, 53X
TWF R B4 B4 “Onconase 4 e #dE X EHK T
t-RNA HIFEM” Huiikm iR K. & Onconase
MR AT RESE ARG L. WRTEEHET
t-RNA HIFE#%, i B BN & BN 28 T R, A
AR 2 B E &SI M? Bt — 2R 22 KB w
Onconase 7] AE2x 1875 microRNA, Onconase F 40 il &
PEBTREFE 43 Hu ) R T2 % miRNA ER » LIRS
R 53 b TAERE KR, L1455 Onconase b EEAHSCHY
HEREWH RNAREB I B FRESMERX. ®
1 CEBPB J& miRNA-155 fJ#l,, miRNA-155 76 R Lt
JEA R B, 7R (R B 4 M98 H, Onconase
SRR E KT (KShogen IR R E TIE)P, X
KR+ 2818, BRsBEERK.

3 A1t 4 RNase A ZHBEZE 4R, T Onconase
BY4HRE S TR IR ?

RNase A H 124 NMRIEFRIRIEMI L, 7T E(Mr)
13.7kDa; Onconase B 104 MR LR IEM K, 5 F
#(Mr)11.82 kDa, 5 RNase A ZE—H &5 LA 30%
AR, fE =240 B RAHANE V. FAEERE
RNase A K. P& RREAHLEIFED . PIE R4
M B AR T e A1 AR RNA LT, i Z
BB E AT B LR, B SRR A
MUFEPEDY, SRTM, RNase A F%fi# RNA 5 HEED

Onconase @mEF LA HER, MERHBEEINEL
Onconase & /LM ER . HtHA? REATRER L
Ao Bk, TEMILSIYA P AL ECRA 4
MEERT 23T 42 —)H RNase I FIEE
(RI), RNase A F1e FHE ST KB40 B B 40 i 25
PS8 e 3, T Onconase Y8 87 AN RIS, L%
iFH, RI §8F1 RNase A DL 1: 1 fEER'EHELE S, 704
ZEREEINTEE . H Ki X 5.9x10“mol/L, Ik F &
HWoRFI2), £IF Turcotte H2OWE, A RIEKE
TR E &4 F Xt A BE RNasel BI04 /EH ) Ki A
0.15x10°mol/L. iX [ g /2 P4 # 4 {25 M AH 2= m Bk
MEZRR.

Onconase ¥ RNase A B2 €18 %, tRE2E A
MBFERENE AR,

Onconase [ N 35 H1 C U 45 #88 LB IR, X
Onconase & PERITE EYEE IR K. 7EZFRELGHY
FEEMR G, N insE N E AR A E B RRED
A ERRBE, ¥ NiwmE . C Rk
Cys104 1 Cys90 JE s —%F —Hisd¥s C Kot il 5
Gh, FFHEH I ZhiE. XMFRaWEELR
WEE, R Tm /1K 90°C, HReikPiE a i
KK ##1/EF, T RNase A # Tm A 60°C A% -

BOFTAFARH, N BN, AL T8 —
A o BRHERNEE—AN B 37 B H R K R BA . C i ) —
iR e EERE. WRE Cys104 A& K
Ala, WEBIR Cys104 H Cys90 2 |6 ) 5 4,
Onconase H)#Es & BT E BB /KERE ) BV R T
IS&[28,29]°

Monticello 1 D’ AlessioB?f siRNA £ R HeLa

Fig.1 Three-dimensional structure of Onconase and RNase A

Three-dimensional structure of Onconase (A) and RNase A (B), which is a homologue of Onconase. This figure was copied from the paper,

“Contribution of active-site residues to the function of Onconase, a ribonuclease with antitumoral activity”®”! with the permission of Professsor

Ronald T Raines of University of Wisconsin at Madison.
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4 o i) H 5% RN Ase il 22 F (cCRD IR LFRER, 46 R
fi JR A LA 4 0 3 1) RNase, 2145 ¥5 45 RNase 2875
g, R AL FA RNase, U1 RNase A 53R B 5
o ABATERAE X R R IR H A R, HED
Ui HH RNase A #BFK K1 2 B 40 s (A RE 5
23K F cRI KMHIER .

Turcotte P E I A& I, Onconase )40 i 814 3=
B IE AT R R 4 3R 0 B4 A i AN 2 H B R E
M. TEERMEALIEE R S A E R A AR LT,
RA MR, (HHE 557 AR K Onconase 2]
Mt T B E T2 2, R eI A FEE
E—E. STFHERMHEEBRENIRPREE
YEF, 18 L3 P9 7 T8 3 AN K 22 1A 2 LU B4 i
MR KB . VE& B A 1R BT B far 2 A7 1k
EMBPBHENELRETEH TME Onconase 5
RNase A 4ifaditE M E KZER . XA AL E 2,
BRA G RN F

4 731t 4 Onconase X FhE 2R B IF %
RMrgeh?

i 98 40 A B i B A B T AR AR LU IE R A £, T
Onconase BN WRIRIEHME, TRAELSMN
Onconase 73 T MBI LS G MNE . R WHETET
b, AT A B IR R e R M 24 B 2R ) 1R R, AL
SEA R LLRCAH ¥R 5E Onconase ZEFR M40 R dE ) T
B . B IE4S K KIE L1146 Onconase H)5Z 1k
f77E, Onconase S I 45 Gt AR B L—HE.
BRI RAGEARIE R, B arigEilh, e
IEH AP AL 4 M P A _E B 2251, PTfEJE Onconase
IR MR AR EEIRE.

AR X — L4 T ] % SN RN AR ], B ATA
4 Onconase &8 i FEA# L T (RNA, #0618 B RIE S
ARG AR, K0 i A BABH T E G, B, ARG E R
WUIEE, BEIE AR, 2208 & OB 5 LN
(B0 AT U5 R 40 L T 22,

Michaelis 2533 & 3, Onconase H . 2298 41
Ja 5 B PEL T PE G 3, 3538 S AR BLT e R A B 1Y
MAE TS, MR R A . Smith FUAR I,
Onconase 1 RNase A 7EXT i 4T 4E 40 g NIH/3T3 &1
WLl 4775 2 5], Onconase /S (1140 Muvd T 55 40 g J&
WIH R KA, 40T /5 G/S HAFN S HIft 4 A s Uk
W A2 H P4, Onconaseid it 7 1 175 W14 0] 7 980
90 B g F2 1 1R T 32 T A% SR R

Onconase 7E Il AR IR A A WL H0S - Bl 40 Hi i 1
Hit, AR NI E A BAME . IXLEPGH A 40
A ftA% Onconase HIEFIABUR? ICHREEE

5 MTHERER SN EATRIELIE S A
kA e 0EA)

LI 1955 4F Ledoux 2 24144 2 7 & RNase A
AR, DS M d . SR E D — B
ToRRES, K k—MIA K RNase A B 40 fudgdEne),
IS B 70 RN, ZEM LB A ML P T 2 AT AE AL TR
#1407 & 3 Ribonuclease Inhibitor(R1)P7, X2
RNase AFIES (19368 F M R 43 i 7 i = 40 i 2544 1)
ZEJRF . RIFREERTE, ¥ RI(PRDFA RI(hRI)
RAEBRITHIE 77% PR, E3HEH RI K
SRS, SRR EER0.01%~0.1%. £
$2 %, RI fEF1 RNase A PL 1: 1 UL REFE L&, 4]
R ES TSP . 3 Ki X 5.9x10“mol/L, #HI/EH 7
WIS, JE it HT hRI-RNase A B &Y% 8] 4
), RIARI E—PSHIEEL, HAABEREZA o] -
WE, WEZZAB 8, HWELMFIT, EXAE
¥, RNase A 1 RI [{AH ELAEF A3 T RNase A B
AL E R (Lys41), ALHE T 4b7F RNase A R
FRAR &5 M M ) = FE R (Gly88)%.  [R]IN4# Lysdl. Gly88
5845 73 Arg, RNase A Fil RI {145 & 40059 20 4%, 1o %t 4l
BRI EEE HIR N 3x 10 5191, 4 RNase A HEESA
Uk A L, I SR AE L% RNase A 2 SRR,
BT A2 Zh 40 A R FIAFZEHNH] T RNase A BT
SR1, RIXt Onconase HI¥&H B B R HI1E 101,
Onconase 1 RI 455 & $R1K, Onconase-RI ] Kd /&
RNase A-RI Kd ] 107 57, FEit, HEPAK RI 5 EH
TER KRR Eye T 40 MuXt RNase FBUR A .

Onconase ] — 2% 4515 RNase A F 30% FHLLPE:,
=R WA AHLE IR FHLL, {H Onconase [###
RNA HJHE Sk T RNase A, 1 RNase A 40 g 8
LA F Onconase. #F RNase 4 fo 84 5 H AL TG
YR MR, AR, MR —4 RNase BF
RNase A IFER) S EALTE T, X 48 Onconase AEFEA

% RIKME, —EaRAEERNITMEARE -

. SRT¥ RNase A B{ RNasel R4 G 4Ein T
Onconase, RI X H K MHIE DT, EHAELTEH
WHNERKT . RZWBR. BARXETHEMTA
/b, ABIE 4 LA 15 B 41 M 35 i i i 1 Onconase
#J RNase HrA Mo, A HEE R D) )& 35 [ Quin-
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tessence Bioscience /A ] fJ RNaseQBI-139, & 27
Wisconsin A 2] Ronald T Raines #(#% Tk [ 2&At L
R FEH KA BE RNase 1 HJ—ANEFp. &%) b ysg 40
R B EAH 5% T Onconase, 1HE & AR, L&A
G SR . RNase QBI-139 Fl— ZRFIZAL 117~ s
T HE XA Onconase B E {38 4% Fo

6 Onconase /£ EI57T LB A
6.1 {RIMAAPIETE T

PRI SEEGAIE BH, Onconase X ik 985 40 Mg, Hiiides 40
o, FHREdn A R R GEH . AEAKRES
()40 B %} Onconase B 1% I BUR AR, SEE6 B oR02,
Onconase X &b 7E 354504 BA M) NIH/3T3 40 i i 8514
RACEAEFRBUE KR 2.5 £%, NIH/3T3 40 M B
H4FH{E 538 % J5 X Onconase (55 1 58 8URK, 1 &g
0 P — A IS S 5 S T 4 L, KT S S0 R A
%} Onconase & 14 5 UK.

A4 P SEB6AIF B, Onconase B LA 24T 6] FE30 )
kR BB, T H, XTI ERA R 1)
BITRCR . FEENRT /N R M109 il 1697 HSE 56 e,
Onconase fig B 15 2K SEE0 A /N BR A7V e 1), 5 v
%F Onconase 40 1§57 / R, LR 4/MR 18 AFH 6 B
A AT 220 K. £EEHN /N A549 JE/h i A 8
JilE v IT R SE G e, 2 IR/INFRI R A VE ST Onconase
B BRI R AR, DR R 4l A T
6.2 ImAitLG

Onconase &5 — Nk A BT IE ARIRLE K%M %
R, v RARMER R RN, TUREHAALZ K.
Onconase &l X NAK, FEH'EHHES, 4K 2 H0w
NREY 32, 1225 /5 T LR, ST B HERA AthE. 12
AR KB A Onconase TIAET=. HIHE IR 2
BIR, 4K % ¥09% A Xt Onconase 27~ H S i 57, 7F
fIRIKFE T, Onconase AN Y MATEA) ML EREEEE 25 (PHA) ]
B 2573, HE B ETEIE SR TR,
I PRI 2 7545 Onconase ) 5 % JE 4 A0 it 50 1 1
LR SMERREKHRAS, FABTHZAE
109 &, AT W “ A FnHuiABH BT Onconase 1EFH 7 i)
BAENGK EFATEE,

Onconase TE4 i RA BRI e, 29k
W¥ZEHAN 3h. Onconase X8 R 1E FHAZ
p53 IRAER P-gp KL% M, K Onconase HAHT
ZEM 21 EE S, X & Onconase 1T H &7y
Y X —%F 8.

ALFACELL A 8] X A BEF AR U) R 18] B2 J8a )
ABE VAT I T #1568 45 R B 7R, A Onconase ¥4
THRA, FWERSN11340ME, —F4FEA
46.2%, WHEETFR N 34.3%. T ANIT AP EEX
M ERIRITHIRA, PREFEE R I ANA, —5F
RN 34.5%, FIEEFERN 10.7%.

H#lr, 32 ALFACELL 7\ 5] %} Onconase #4TH]
T B R R 5 L4 56 . Onconase E#i3EEH . BX
HR RO R 24 SR HEHEVE R v8 9T JE 8 W 9 H
W, IRy Bk A . S e B £ th e
FREEIE, KE2HRARMELEHFERIR, —&
EAL—5. MHKREE BN, Onconase HMEL S
FEREWTAILHABRERITH, AT B E LK —
5395 N4 AERY 1] . ALFACELL % 5] % Onconase &5
R 25 2 U [5) 4 F RO 0t gk N T SRR R, $dE
27~ F Onconase M KBS V8T, FHEFH
LM EEKBEAH. B4, B THERIERE
7K Onconase X} 2 F 5 498 354 81 2 i kI VB HH,
ALFACELL 2 &) AR 4k xf 46/ 4 M B s . FL A e
' 20 e e F— R AIGARBH 5T, FoA stk /N4 o 24
fifi%E(NSCLC) ¥R 77 CEN T HAIG AR IRE .
6.3 Onconase 5T ITEC &8 TTIME

F& T HiriA ) Onconase 5 8 % A Fi 4P, Onconase
HEEIRZAYE A RIFMPFEEA. Onconase 5
4 EHs(Cepharanthine) Ot [EI/E FH, ] LASE 24
A EUBE A L7 40 i HL-60.  ABREJR 41 U937, £
R 6% 40 L RPMI-8228 FIRT 51 I 41 il DU145
A, S KEFEFHR(Vincristine)* i P RIVE FH,
FEVR RSN T St N 4 e P e 4 B P 2 12k

Kim 251} Onconase 5 07 45 & Kb HL i AS549,
TEERIN SER I RIIGHEIER . YE# AR Onconase
X T B 38 o o B TR PR T R 1 R
F(QO,), A MiE ML ARG . X LB 5T A A
HE—EWikKEHANE.
6.4 [ Onconase fiT4 BY$E [ F1E 54D

IEEHEH AR, SRR Itk
WEERN—RKRE, FEEXENEGRERHIAL
— HBU TR P E 1 254)3%3% R 4t (drug deliv-
ery system, DDS), i i ¥ 254 F [m) 45 & 3 968 40 g
Lk, DMER AR5 IEE AL FRIER, JH
558 0o fieb 98 40 P ) R A AE A

T 1m) 24549 £H1 T ) T 4 R ek 4 R 5 R R BB
FI, BGE B R A BATE & A R &Yk
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MAEEH. HPHEQBRRTENSRAYRN &
HEE.

A Onconase A ZEAlfiTAE M R HIR& B RER
2 &%), 77 LA¥5% Onconase 40 il & — 1 st A\ 4
P &8 F7, FEXT 98 40 B EX) AR 495 77 EE Onconase 58 J1
+ 2 LT, HEERFE—LEF KA Onconase I A8
SR FIRT 40 ) . K Onconase F1 8 45 5 P HrAA (BB
J&, Xt R Rtk E s — PR, IF HAE D RUBR
BRI IR B . % Onconase 53T CD22
) BB e B 4K LL2 fR B A LL2-Onconase %% &
G, &L S KRR BH Daudi BEJER/D K, 7
JikiE St — X 100 pg/kg LL2-Onconase 7] LUA# /N BRAT
TEHIE 100%, F AT LA 32 4R = A7) B Gk 400 pg/kg
LL2-Onconase).

BAVER =R F S EAEN R B, ALY
Bk 5155 Onconase fHEX %52 A4 Onc-Tf. Onc-
Tf Xt AMZ BEA Mo Jai SH-SYSY 40 i 2 1 Lo iffe 25
ONC 5% 100 5 2547, X /| B 780 4 it SP2/0 (948
F 85 14 EL 35 28 Onconase H58 2 000 (£ K %K) .

7 RE

Onconase 1E4 —Fhfi st R A, H 40 a4
4> TYERINLEE B 8T A RIRE R, Bt 14
HWEDREXRUAHERPAFALGEEHBEX
IR . ST e SEHT R LI B AR, JATD
AT L HE AT H RSO, e MPURERCR .
Eedm, AT DA 25 58 A8 ot FL s R R AR Ak LATR 5 40
BB SR H S TN, S RIAEALTE TR o E S fE
Whige RI F0H]; th o] DURYE X H R E @ A2 i B,
WEEASET M. AERkRE R AR
70 s S 1k R ) SR AR 2 R I BRI B R 2499

Onconase H B ©.2 b B T35 (8] B2 S Hva
FF, o HE ST AR B e R T B e — BT R .
B4R Onconase B8 R MAR /D, BIERE — & Btk
Fit U N, FRATT AT LASE ik 3 DR TR i i 7 vk —
R I S R EIE A . Onconase B 5 H'&
P 2454 S A0 PR I FRIAR 45 &, SBEAT bR O R
HBIT .

Onconase & — T W HIPIIE YY), Reikiett
Ho AR, IREE. AR, R — Ak
R AR LY, AR e MRG YT 55 T
BB E KRB, FIR, Onconase fF X5 —A it
NI B R FH 49 RNase, S PG 0% R 1 (R B 28 29036

TR RUE T —ANaBl, SRR ELZ AR
RNases, 3B A IRAIESH TR AT .
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Abstract Onconase, a member of RNase A superfamily, is a ribonuclease originally purified from oocytes
and early embryo of Nothern leopard frog (Rana pipiens), which shows striking anti- tumor potential iz vitro and in
vivo. Onconase has been approved as an orphan drug applied for the treatment of malignant mesothelioma. Onconase
has a unique structure and high stability. In clin- ics, it has shown mild side-effects, low immunogenicity and
infrequent drug-resistance. Therefore, the research on Onconase possesses both important theoretical and clinically
applied value. This paper reviews the latest advances of the studies on its structural characteristics, catalytic spe-
cificity, cytotoxicity, antitumor activity and clinical application. Meanwhile some important problems related to
Onconase are discussed.
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