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T T T T T T T T

FEHR:. EPMRP XX EENBEFENEEE "

XF prion ) FHH KR B EH RIS

MER? XRED REF"

O PR BT, g 201203; P ERRSA B Bl AR AT TG BRI R ST, e 200031)

WE  HARCEAN S — B R A — A HJE DNA B RNA SEBHEY) s T, o B il A7 f A% i
G R ZHEE, AR AE ARG S S AR AR Y 5 P A SEA SR . B IR prion A24 27 (1 B BUANRIT S
BIGRN, MITBZNREE A TR BA e ML g A B hRe, WX E X EJE, JEA bl 2
AR BT LMARA 6 BEHAEIX AN BEXS prion ZE4) 27 BN DG AR IEAT BT AU AT B PN IR, JE L0 I 5L 854 prion

AEAE ML prion A5 %5 19 A 13 R 4 7 2 [ BORN s 8 0F 50 e R A 441

PLACEAT T2 1A [ ORIAN 7] i f) L

B, RS AR A A A B RS S SO R LR BUE N 2
KR prion EW), BV RIGEEANEES, AR RIS

FRAES Q51

AR R RES R W, AT — BE R EFA A
AR S BT, 2 H] 1944 4]
RAT Wik, RS Avery Tk 41 B FE AL SE S IE I T
DNA (M 4E8x i) A 72 YR I B E AL ) 5. 1
Jo ORI LAk (LLln RNA 5 2E) [F1I84% 9 )
JF AN DNA T2 RNA. 2k, ATk A4 5t
JUA %R (DNA 5 RNA) A /] LUAE b A= W) A4 1 5 4%
Y. iU s AR ) T 20 R ) L& DL AN RRAE -
a. R AFEDE B Di6E: b, AAESE4M1E B
FThae, HVEER A S5 1 AYE Bl — e st
fidisn 1A 1, AT ARG A A A F B A0S
L. DNA I RNA #[d] i H & BLE g ANERAE, e
A] CLEGCA 1AL it 84 A 5 v g A5 ST DNA
FTRNA 0] LU I B AT A 045 50 s 7 F0 4% 38 PR
DifieWe ? BiE prion AE4 %7 0 H IR FIBIE 5T 1R 38 0 2R
N> BRIZW &R — St Bl AR
(A /b HEEe T i) R I AT A A AR I A S
T fE.

“Prion” X/Ni] H /L E NIL & — g1
P4, ATLLULAEEREL, SILTREA LA AL
Z, e, Bopiss. bila. WEE . EE UK g
ROREEE, XHEA——FZE, BEERU IR — %
RE N WA AT Ui R . LS, AR S SCHR
“prion” XA E N WMEHSE —, LEREKN
“prion” XA (1) SR INA]— ELAE R R ANAR AL,
W],  “prion” XA JELE 1982 4 Hi Prusiner $¢

W, 2 TR R AW R B B
i e Pk 45 R M 9% (transmissible  spongiform
encephalopathies, TSE) ¥ J5l A& i) 42 H (1),
“proteinaceous infectious particle” =] {7 4E 1My >K.
I “prion” HIAS Sl 24 TSE %50 1 i 44,
ST — Bl ER 5P B ) 86 G JORE . Prusiner S2 AR 45
TSE 3 11095 Jsi A B AT HIRpT— L8 m] DU AL IR (1) Ak
PR (U B ER AN ARG (H T LR s iR
FARVE A AE P BT, KT 8 F1 52 TSE %00 1)
T SR AR AN ] D [ 4y, AT AN - “prion”
EXANIREF 4R TSE Fo (15 I A4 24 I8 JF 5 HE B
XA PR B (R I GO, — s E AN R I A
HAZORE f UM B AL k. SRk, K& R SEEIE
P AR T TSE F 19 I AR 5 47 4% 82 (1) 7T g
PE, JFEHAERT, 200 R ARIR AT v B 58 4t A i i
W IE R IK I 5T (A 44 4 PrPe) & i 4 & 1
T B # G AR (4 4 PP, o “PrP” >k [
“Prion Protein”, _bAx “Sc” >k H 4 IHFFT I —Ff
Y “Scrapie” ¥ TSE %, 11K 40 i Py 23k 144
AT IER LDy RE A S Ak Prpe, Jorp BdR “C”
K H ¥R “Cellular” ) 418, “Prion” XMl gt &
JE A HR W FL 3h ) B AT gL e ) I B B

* T R TR I H (04ZR 14134).

I IR
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Wk F139): 2005-02-02, #4252 F14]: 2005-02-28
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(infectious proteins)™, — M wl /& §5 PrP™. 1 J5 K,
T “prion” R AR RE — L8 AL 7E TR 1 I
7% (non-Mendelian) 3 AEBL S, X AN 1] 15 L
HIRNKMY . BLAE “prion” L&KW 1
ISR SR Prion 2B, B ETIHIUAEDY)
A —REA I, XREE R DA
i, P A (B ) M S AR A B 8 R GE
(self-propagating) fit /], {Hb{; &/ DAfefr— M HA
HIRIGI e I Ak, XM G AR A A
AR AEBR D e, AEASSC Y, AT “prion” FHTEHK
TS, KA S TGVE R B — N T SRS
S SR SCEA.

RAL, CREE 0 L BN ) prion AW R L
prion A=) %% %5 B RIS S 1 17 2[Rl DA R eATT 2
(R[] RORIAN ] RO B 4SS, SR TR 1 0T A2 G i
AL A YA B

1 FEZE 314 prion =%

1.1 TSE %5t

W ¥LZh %) prion AEA) ¢ & AE TSE Fli 5T 1L
R & e K 1), TSE P — R B AL R RE 110
PREEIRAT PRSI, ISP 1) [ RFAE 5 2 2 3
WS EH Tl 2 0 I PR R B A T HH IR AL 4R
FI5u, WIS 4. &uFsT, XEm Tk n
s PrP £ 1 1R Jk A 5 A il 1 PR 35 5 250 PrP A 1
M5 T S5 R, Pril TSE %% X 1Y prion %
WL AR RE AT LUR AEE NS b, RS
J9§ (Kuru)~ % HE K 95 (Creutzfeldt-Jakob disease,
CJD). GSS(Gerstmann-Straussler-Sheinker) % 75 JiF «
I M 2K BE K MR E (fatal familial insomnia, FFI).
B Y e ME G (Variant Creutzfeldt-Jakob disease,
vCID) 45, A DLk A AR AR 2 oA R ey L 3 ) &
b e AR AR AR EO L AE B R SE R (scrapie)
R AE AR ) F U 45 IR WP (bovine spongiform
encephalopathy, BSE, HUAFRET “Pazb” )55
1.2 TSEHFEREASEGRLENNELR

T4k TSE 3 Ji AR R B2 — AN 52 2% 0 78 3l 1
WP, Rk, KM = A R B

S—FrBe: UEW] TSE J5 (1 T AL FR 1E. TSE ¥
Wit AR BRI, FLAE 18 A o,
AT T33P0 1) — SRR Al s XA L,
HAE TN A W B AR G R 25 2
BHEMEH. X LUS S iy i A fa L, AAT19F
ANGNTE AR & — Ml AL Qe 9. HL3) 1937 4F,

RAELE T 22— DRI — MER T AL T AT
M. A3 TAE N 53 B4 FH 20 48 7R 1 bR Ak B 1)
SR AP A A — R B 1, SRR
B, 5 RIS IR 5 W (R 40200 T F 38
X FET 2 10% 1 3B F2E RS, A
I, ATITFURIA%E TSE $c0m A2 — PP mT 44 4L (1599 »
Jo K K R ) SE 06 UE ST 1% 0 9 1) R Ak K )
& 1).

BB B HEBR TSE 90 AR &0 . 40
o HoAth RN R0 JRAK . 1966 4E,  Alper 25007 L2
FRPETR I I At/ K540 200 ku 5t AT IS RE D),
R RS2 N, e R R NS 2, AT RL
HE B 2 i 3 B LAt S SRR R mT se v T S
Alper ZER ORI TSE B9 BARXGT T-— L4l 25 DNA
(AL B (L B A SR A B A5 AT A 1)
HCPTRE ). IXFEh it — D HERR T TSE M ik &
K% DNA 1 fig

= Bt: Protein-only Ui 42, &L
WEH. 1967 4, Griffith!" i R t =F 385 0o i Jo 44
Al g B E JF (protein-only) f B Ui . 1982 4,
Prusiner I A2 ) prion W2, A4 TSE [¥)99 i Ak
e 85 A T R R k. BILAE O KR S R
PLW] (3% 1): TSE i AR dn A 4 2 b 3
B —M H A B FRIG AR ) 1 B 4 T (PrPY) 4
B IR EEEYE FEE R A o LR LS a. — N
W G 0 AR DR G R 1 B 10 OIS A AR (PrP™)
Y5 TSE (1B RE IR e AR O, iy HL A2 i i 2 TR
(RS /N B HE BT TSE 93 IR AR IS R RE 1095 b,
PrP R P R v AFEAAR SN FIAA Py o R TSE 3 A4 1)
JRYLRE 06 1M; ¢ PrP JE A R AR AT L] i — L 5K
JGEME TSE #pit™, XL 5 ME TSE i Bk A 7Y
()35 A% 55 ST AR LI . AITT A protein-only
it Bt T 9 A e s d. TSE 3 A [RIBE &
(strains) [ PrP> B A AW 2 MM 5, FF H PrP*
AT CAFEARANRA YA B A5 (10 23 A B A S A i
45 PrPC 9 e KT 1R R IK A 246 1Y) PrP 4]
HH, E—ERMET, TR & A I G
RE )1 A AR, 3X—SEEG A protein-only 27
P T S5 B A A U IR ) ) SRR . (R AR A LR}
S GO WS S R IRATBE L, BRI AN 5L
5o b TR R 5256 /N RS Z B AR BN, T2
Rk (M4 FEAERN R RIEM PrP B KT 16
%) Bk T N 3 ) PrP 2 0 98 AR 4 L TR/ B
T NWEEZ/A RAEBA LR O T s AR I
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TSEZIp, LB NWEORLEEM T 2WIM B SR AERR prion AT7EH SIS T 585 (AL
PrP HEALER 1/ BUE L TSE B i NG FERERRIT R SCECA prion YA HED).
1598 T I TSE Ji Js AR B 45 R AN, SR

Table 1 Essential chronology of mammalian prion biology

F1 WHE4Y prion EYFEKXREER

Epy ERHM 2230k
1939 RESEGIE A 2E SRR T AR 2R B AL . [6]
1961 JRIhHOE L RERAL IR T /N [7]
1966 RIS RS ALRR S T S iR s AR (8]
AR PEE A R /N LR 20 200 ku gl HoA G AE . [10]
1967  RILERRFERR AT A S8 10 HKHT— SR DNA [IACTE,  Ehin el Bo4m s . AN IR 25 2]
Griffith 15 VCHE H 300 SR T B 2R (R [11]
1968  BRIHHLKS CID FmtER4 T 9256 AR, [9]
1980 MIEZE 1 2L SRR G BRUOR Mo b 2023 81 T AT BOAR (1 B ) 15 FEE 7K 1 B 1 . [3]
1982 Prionff& i 4L H. [1]
1985 Zwht PrP 2 (1AL R Bl e o v e [12]
1986 iEHWH PrPC Al PrPs H [l —AM i 3 Y o PRIk [ 4 i) [13]
1988 RINSEREIEN 0 LR YL By (E AR AT AT PrP B A B bR [16]
1989 P UCHESE—FhKIgE TSE B (GSS HR) I AL th T PrP JE M [958 51 L1 [18]
1993 RIL PrP FEDH /s B A HEPT TSE i ARG 8 . [15]
UET PrP© 1 PrPs P AN K GAK () 23 [0 A4 SA7AE I S AN TR [14]
1994  HTLANMAZR, 70 PrP* AE7E T, I PrPC A8 i 5 PrPs HAT I B (IR /K I I T IR F 54k [19]
A&k Prprs D,
1996 WEBILESNEN, [l PrPC 431 nf LL i FHERI ) PP (KA R M4 2% B b LT AN ) 45 TR R 5 11 [20]
PrP* /3 1-.
1998  RIIAS[FEIFK FR(strains) (1) PrPs ELAG AN [H 25 i 4. [21]
2001 EW] T PrPC AT AZEMAANZ 5T — AN PMCA (protein-misfolding cyclic amplification) I fEFR 5 AF 24 [22]
AL PrPRe,
2003 RNAZF FIEARSRSEER b EAA (2 1E PrPe 1] PrP®s #4868 ). [23]
S PrP HUARTE S AN v LU PrPs B BN A 3R 1503 1 K 7= [17]
JIN B P9 B R DR 3K R WV T SR AR PrP AR 1 (PrP-Fe2) AJ LY PrPe 354+ 454 PrPs, Mifidiifl [26]
TSE BRI KA.
2004 UFWIRIAFFIARIA W PrP EALER A, F @A N, o DI S i BT YL BE D IR S Ak [25]

DPrPr ) “Res” EAsck H #ii] “Resistant”, N RUHZMRAREK) PrP & 70 7 HAABUE ABEKERIRE )T, (EARMHERRDIRE
I3 BUE— R PrPs SRAEAR Y™ 24 AT IR RE DT R BRI PrP* SRAEAR AR 2S00 T BUHAL PrPe 7 2R IR A5

1.3 PrP* gyisE M R AR ] — Sesm 2 ) B T AR A,
B, G RRRR (B 4 7 132°C FIRACKEEUNY, H 2% RN
B R EEAE) ML, EA TSE %6 5[ PrP® L5 1 mol/L 1) NaOH X 4 mol/L (1) %k 2 I &b 3 % /)N
IR 2 SR I FEAL PR R e 0 T A28 5 ik IR, PrPS S SUlURR () BEA M 5T T g 2 1) % 1) R
(UM BB ARG . MR AR, BHCK  ZREDMAK, SRR PP SHRZ M BIiE
PRSI ANBRURK. B PP, IR K5 1 (A0 43%), o BRBEAIAT (2 30%), 11 PrPe &%
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HRZM o BIE(L 42%), B &1 & mEk D
(A 3%).

HK, EAEAS T, PrP* BH 5 —#E
T PRI . 1S PrPe Lh#: a. PrPS 51
O TR, (ERIMEAE RAERIEN FELT4E (amyloid
fibres), 1fii PrP¢ K LLFARIR IE X A7EA/E: b, PrPC I
T 2957, 1 PrP< AN c. PrPe nl LUy B 1 K
SEARERE, T PrPS HBRAE r FE AR, SO K
MRS B R — A0 FREAE 27~30 ku [f 7 B9,

B Jrs PrPs & n] LU A7 AL 28 AR A B 1 &
FI53 . PrPs nl A 3 (A5 S At A7 70 8 1 2% R) 4
S L) XGRS AR M S RS EA
J ) G AL R A A (B A BT — 45 4) i
(A5 DAL, AR A 1 2 R 5 Mt A 7] 1) 2 1
SRR (R A G DAASIR], B[R] 2 R T LA &
Z RN R R A, s, X IE & TSE i AR 2 i
PL2s tHIRAS[RIBE 2 (strains) [R5 T 5L Ak, BATAH A
WAL SN, FEEFI AN [ RR R 1Y) TSE 9 )5 44
Ja SRR Z R I AN ], by AR i R A
[\ B B VR A R AL 23N [R) 4. 28 S0 IE WX S8 A
[Fl ik R PrPs 4> 7 IR T HIAH A, U2 (A
SRR B2, gh Ak, PrPs ik af LK B S5 Y
R G5 Bl — e e AL B2y PrPe, A5 &4
H5HTE AR R A %, #7E B Prps 3] A
YA R A5 B AR 3 45 75 A PrPe 4y 7, &ead itk
RGN, PrP> [k vl LS 238 0, o &
ESCETULI B RN

2 HEE prion £¥F

2.1 ETE prion I RH#LIA

FLIA prion W2 2 AERF TR P K2R S
17K (non-Mendelian) 15t £& B 1R ik B v A IR AN 8
B, BAEAEA SRR SR BB R A 1
NY 4 EL & prions (fungal prions). | H {4 1k, £.4
FOE 1 OE B prions 4 K R AR ML B B
(Saccharomyces  cerevisiae) ] [PSI']~  [URE3]-
[RNQ TR A= AE — i 22 AR ZL T (Podospora anserine)
[f)[Het-s]. 55 PrP> {Emfi FL.ah ¥ rh <55 TSE i A
], AT UEHE K W LA prions 25 AT (] 93 B 2248
e, MEZH T ZEY AR R, .
[PSI']. [URE3]. [RNQ453 W25 T Saccharomyces
cerevisiae 5 [ URIPEI 20k . AU AT H B 3
f) prions 1% 5, 1fi [Het-s] | ¥k %€ T Podospora
anserina AN [ ¥k & 2 8] fil & 5 77 B B kAR

(heterokaryon) /& {5 12, i T3 B4 prions 25 | %
AR YR, I HHAH G ARIE IR & A 4
—, ARMEXTEEAS BB prion HEAT——1RIA, W H%K
XA EL, AN F R I AR B iR
(R LIPS R RE[PSTIEAT LU AR Al (R 2.
2.2 [PSI*] WPRERET (determinant) E—18&
BREENMERR

55 FL 3 ¥ TSE 5 96 i J5 44 14 BiF 50 A AL,
[PST] & PRl -1 1) S FRAI B S0 2 — > iR R
AR SRR UERT BA 2y B AN K B B, A
1994 4F Wickner®$¢ H F Wi FL.3h % ) prion M &K
fiff T ALY I RE (¥ [PSTUR[URE 3] /4 4F 5 A /R st 4%
G A5 IKIR.

S BB 1965 FEF] 1994 £E(3K 2).

[PSITi A IEAE 1965 4F 1 Cox P LA 8% £
g S B M ORL B 1k e X 9% AF il ] ¥ (nonsense
suppressors) WL FE AT, “TLXNRAE” Ffas
T BCAE R A g B X B2 R % B 7 (UAAS
UAG. UGA) MJRENSAE, LG CRAR R A 2%
TEMAT S B TR ISR AT 2 0k, XA A 5L
2R R JGE Ak 5 AT 1 AR BT e ) A B 2k
WL XRAANE iR e S A L
FHOGIRE AL (T tRNA FEER . — LA A4 T 1 11 2
B 55 DR DA R — 26 2 1 U R 18 26 1 DR 1) G i 55 T
(15878 W] LA S0 AR A 380 13 2 10 0 1 Nk 5 2 ]
DL “Bid(read-through)” X6 TE M 5EAF, &R
A IR AR D BRI sE R . g U8 R
% 11 R DS e (A S GBI N
(1) BE RIS AR . Cox A H 7 A T X RAZ () ADE2 JE A
(P REP PR R DA S IR AR, R4 TE AR 1 1)
. ADE2 JEPR IR G X5 A2 s 3 350 B w1 A0 i =2 i
EERS (adenine) [MIFFRIEHAGEAEK, MWW RAK
B EFREET, Fras T M e A e
PR P BE B v ST 0. G SR R R T
FEOTE SCGASHI R HE R AR, R AT B TR 1) AR K
AN IR TR A7 A, (RIS B ¥ S B P (L ok 41
. Cox TSI H B T — A 8 H AN R e 0l
MR, JF HAEWRZ R % & —F (RNA #07-Y
SUQS. A RAET — RH4 Cox IR A 5256 I
Z.HE, XEE SUQS W A B AR K
SHILLE B TR, MR IX LS [ 00 B VR BLL (A R
S LYNEZ & | ix o o o N i ) A O S RN RAR N ]
W, AR A A REVE R RS AR A R, 4L
TR AR R B 2 B AR B A TR V% . Cox AT LA R
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TR T B AR LT A B V2 T SUQS 1R R PR
LA 18 5 AL A1 R B 1 8 VTV FH 1 0 hRT v P 8 S
H SUQS, XKW v% BEa 1R AL SUQS 5]
[, T SRAFAE S A — A0 LA 5% SUQS 16 X AWl
BRI 7. % FAFAERS, T8 SRR %
FEBTE A, TN 7 25 2R NG G R LI
WV R, 3, Cox W IEE — R 5| 1L 2%
PTG TR AR L SRR, 5
DAAE AR TG LT AR, AR B I A
A A R ISR 2. . i Rk At SUQS

A IR BE B2 10 1R (BRI P (PR 20 PR IR 2 Y
PE), EIFATRE, PR I 1 R AR I B
PRk 50 287 A 1R DY A B R I R T 5 AR A
. X — SR W ZR SN K7 1 AN TR
GO ARREIA (R 542 5 RS 1M e i) sz g idt— 20 L
AR JNDA 5 R LA 3o 240 i e 5 A S A i A 3
AR, Cox ABIXASARENA iy % A [PSI], M
IR 7 355 R A 1 AN i PR e A% A A
KGFEE “PSI” MLEFR “+7 FoRiX g — BTk
W A R B AEPEAR Y [psi 7).

P BEE 55 8 SUQS WeRF B HEAT 24AL

73 2

Table 2 Essential chronology of fungal prion biology

K2 HE prion EMFEAEER
EG HRH 2253k
1965 Cox{E i it i SCAAR N1 1) S 56 vp R I Al o 8 /R Bt AL R -1 [PST). [29]
1971 AEWH[PSEVRIVERIAMY R T SUQS, 3wl LAY FH T 500 i) tRNA $lsk] 1. [30]
1981 RILERFRICT L 100% 1) i [ PSI4 B A% il [psiT] 4 L. [31]
1982 HEBR[PSIVE HAN T M M2 bt DNA 51,  [RINHEBRAZ 9 —FimY 2w 4 R o1 iR [PST] [32]
Y 7 [T g
1988 P IRIEH[PSI 0 E AN IE K CARS Y “[PST] gene” YA B, i & 'E HUFE =4 (gene product). [33]
1993 KIN Sup35 H I f R IA 0] LATRERE M [psi 3R B A8 B[ PSI]# L. [34]
RIS FEFRIE Sup35 A N i 114 AN EERR B Ut o] DUE R RE M [psi |3 B4 AL B[ PSR 2. [35]
1994 JHI N2k (1) SUP3S S8ARRSE RS A 8 SUP3S JEIN, A8 J5 5k A [PSTH)2¢ 70 () F A AR e R [36]
AR Y [psi R AL
Wickner $2 Hi3z HITFLAN P11 prion MRS AR HILAERERE 11 ) — AN A da i /R 38t 4% 5 7 [URE3]. [28]
1995 43 TfRAR Hsp104 85 (1 i R IA SRR IA A 0] LIAE [PSI 1AL 1 psin]. [37]
K Sup3s mMAHBESHRENL L, &ML IRT [38]
1996 Sk A[PSIIM[psi 1A IRIZR L) Sup35 2 1T ATAS R R B AN R IR DU AR T K AR BE . 7E4 i iy [39]
Fik Sup3s Hapta B A GFP G E A, RIVTE [psi 140 M h 56 s 5 43 A, TIE[PST]4H M v ¢
R I AR,
1997  MRAMSZEG R ILAAL I BT R IE A K Sup3s AL BN FBLLUZER NM F B =%, &gk [40]
PER#ETTLL BRI RE & B HT 8 Ve M AR LT 4, I HIR I A AR 1244 28 P I N A 0 58 T 13 1 e 0
T4, AR R R,
2000  MANEER AR Sup3s SEALER (AAE AR AN AT DIPTSR A BRI B D MGk, KA SR T IR A [41]
i rT LA S [PST 1 Y HE B
2002 NGB P A4 1) HET-s FALER A ERSN ] AT S e Iy BELF 4, Rz ie M RE 4R 4E S N Podospora anserina [42]
ST LU [Het-s] 26 B (1) HE L.
2004 PANSEEGEEASTHUERA T : (5 Fh Sup3s EALE AN Ui A BUAE AN A R DA B BT AR ) [43,44]
H25 [ R G AN [ 1) 22 PR S 4.
FEARAN SIS T, B Hspl04 £EARIAE N 7T LUAEAL Sup35 EE4L 4 1 NM F BEGH I — Z5 58 rh ) 44) 1 e by [45]

FEETYE, UL e AR UL EAT S0 b 2T 4 (K T ORI B e A R 2T 2P e

V4 Sup3s i FH AT = AAFEI A N IRES A (S [PSIIRBLEVIMIS), IR BUE S AU R 1 MR R C Sl
WMEHZ S E AR L), N v BOUE Nmh i, 1m0 NM A Bt & N i 45 Fy3p M. 25 4 k.
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BE J5 i BF 59T & B, (PSR A AR AL B T
SUQ5, &) LLAE T HoAth t(RNA i) 760 j5 ok
MR BLPSIIAAL T t(RNA ] 11 2 HL g F ] —
FhJE SR M - P 7, 3 W] LUK B A% B
PR 1 G i PR 9838 5 7S 1) 4 BE I 71l - (omnipotent
suppressors) 8 i 155 U, XA~ mT LA P
HSEHIL = AR 1T X5 AR

[PSETRA Gt ) iz WIAE T, XA TR o 8 R
LR, BRTE WE LSk B AR
TR R () U BESR [PST e Al i f /R 3t A% IR 1 X m]
DLIE ok 41 B A, B Je MR BE[PSI]AE H — 2847 T
S0 MR (A% TR (W26 ki /& DNA) 8l — 2847 141 i
K% YA 151 G A A I TR 5| RS ). 1982 4F
Tuite [{)SZ56 HERR T [PSIT] A HIX S8 G o AR A% 1R
SR AT REPERY (3R 2). BE Tk, AT ANBRI[PSI]k
E R TR AN R RIAC B, T A2 T (R 2 R 1 A
LB, 1M 5 R IL[PST) S —FfY SUP35 [ Kl H #AH
K, [PSIIRIUMYEFF T 2 Sup3s R M RFLLRIA,
T AZHE D R i R TR — S i 2R S AR 8 4 S B0 1
[PSI1ER AL AR Ap 540,

BB 1994 FELLE.

h T FRREIPSIT VA B 73— AN e BEAIE o 1 /R 38t 4%
K T-[URE3], 1994 4£ Wickner $2 13z JH W $L.5h 4
1) prion B K AR X 46 HY B0 A6 1 BB 1 F 5 4k KR
BAEILG AN [psit) A2 S [PSI S Sup3s A
(125 AR G 202, [PSTRAS IR B4R (5 1 Sup35
(M) 7E— 5 4 N & HAR B, B — ELTE R AT G
fee BT LUER S [psi PRSI S AR (5 K Sup35+)
AR R Sup35PIR AR, TITAE Sup35PH 43 1
FeE N, M Sup35r IR oy T ECEAH N>, T
Sup3SUSIE AN P TSR AR LA B, AR AT
Sup3 5k 8RB IR LR I Th g, i
PG SCSE AR A 1 e AL AE A e 43 S ) kB
Sup3 52 bifi A5 4 M 5T 1) 53 35 338 N AR 40 . py 2,
MRPE L2V, BT [PSEY PR E DR -1 AN S K DRAS £
1M 2 A A [F] 25 18] A 18 8 43 (Sup35181),
AR AN AN o A R IS A AR, R T od i
ST R AR 3 5 R AR A ) S 5 AR UE B T 1%
UIERITE(R 2): a. BERFII[PSIIR LS 2 111
{1 Hsp104 (3538 7K-F ELEA OCE, 1 Hspl104 T4
(FIME— D) RE 2 R B A R S5, X IR
[PSIT| 3 AL (1) B0 48 4 /1T Sup35 88 125 8] #9511 25
ARIERT s b, Sup35PE) Sup3 5T F £ I AN ]
(R FEAL ML 5T, 10 Sup35HIL AT 1R £ 55 L h W 1)

PrP% AHARLI) —LE P 5% ¢ NAH B 4l A6 Sup3s
A E ARSI LT & s & B TS M TE R A
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Protein-based Storage and Transmission of Biological Information:
The Reinterpretation of Prion Biology®

YU Guo-Hua"?, LIU Si-Guo”, CHENG Guo-Xiang"”
("Shanghai Transgenic Research Center, Shanghai 201203, China;
Jnstitute of Biochemistry and Cell Biology, Shanghai Institutes for Biological Sciences,
Graduate School of The Chinese Academy of Sciences, Shanghai 200031, China)

Abstract For a long time, proteins have been considered as the expression forms of DNA or RNA and proteins
alone cannot store and transmit biological information. But storing and transmitting biological information are two
essential characteristics of genetic materials. With the appearance and development of prion biology, people have
known that proteins alone have the ability of storing and transmitting biological information. In some sense,
proteins are also genetic materials. It is very necessary to rediscover and reinterpret prion biology in light of this
new concept. Common rules of protein-based storage and transmission of biological information and the diversity
of their manifestation can be seen by reviewing the history of mammalian prion biology and fungal prion biology

and by introducing the latest progress in this field.
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