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ABSTRACT

Viroids are the smallest, well-characterized infectious agents presently known, and so far viroids have been found
only in higher plants. The structures of viroid-molecules are single-stranded, covalently closed circular RNA mole-
cules with a range of 240 to 380 nucleotides according to the various viroids. Viroids are remarkable not only as
new category of pathogen, which cause economically important diseases, but also as an excellent model system for
biochemical and biophysical investigations because of their small size, relative stability and their self-replicatior.
Four different patato spindle tuber viroid isolates, which express the different symptoms on the same host plant
exchange only 2 to 6 nucleotides in the total number of 359 nucleotides, but now the mechanism of viroid patho-
genicity is not explained fully. Viroid-melecules are replicated without any special viroid-associated proteins, and
during the process of viroid replication oligomeric viroid-associated RNAs are detected at nuclei of viroid infected
leaf tissue. The mechanism of viroid replication can now be illustrated according to a possible explanation of rolling-
circle system. Although the rapid progress have been made in elucidation of the biochemical and biophysical proper-
ties of PSTV and other viroids, the mechanism of viroid replication and pathogenicity is less known and is still a
matter of speculation. When these problems can be sufficiently explained, the viroid molecule could play an im-

portant role as an available vector in plant genetic engineering,
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1. #
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slol 2ol & (viroid) & ol 7= dejAl AlEPUA
shgd AL 2ab7-20 wEA HJARAM, 2§
#rol vlolz{ Aot i Brgkr] i-Eoll *Viroid"2he °l
Fol #oig o] AFIAA EAEh AL EAGHE A
oz &wA glch

A7 gefA vielgolz e Uyt 3 A
Halql ulolzjAsl wal WyAUE Zx m 240~
380749 sz % wYrirel RNAwe 2 F45
ol o, 2 sl nE utelgae /100 H Lol
o s}z zZ& RNA-Virus 1 MS-29] 1/10¢) &3}
Beh(1, 2, 3).

olg{gt ate 7Y uielrolz R airl 71F4Ee &
oj7bd o} upelzolsef WaF Folg whyalel g4
gol HEIe F4 el sH5sie dfelzols 148 H
Fitk& WEbWs] oEo] Viral-RNA S Ad€ #d
¢ ol ol 2 Aol 4§t AA-E A3 odrh

ol5 wiolzolcel Wy AFE 2x4FEr7t wHA
olgf 4% AL Holm YA, ¥polmolcel ¥
Aok HAA Aol WA BB BHAR Yz Yo
g A oo HE A7 AFHen AY=I A
o,

2. diol2olEf5e| B

ZAyg e sl = - #F ¥ (potato spindle tu-
ber virus)o & -} 1920 uiF-E olFei A
Aokt 1971 ~1972 ol o127 ole] fglgiflie
71&9 virus o w2l Aol gl #A(RNA)UL
2 FAsldele A4 ol Diener 5o 234 Wi
dx, 192058 HAgR ez AAAE citrus
exocortis virus 4] dtelzolert Hflalel. Aol
Sdnger 2 Semancik o olsl E¥zoz WIEQcH
(4,5, 6).

ol% 2wl gt HUAA wa A g oArisiz
5 AR WUal o4] vlolmoleq Folelke b
Joz dFst A&t otalzal velzole &
DEAEAATS BASge 2 FHFE E 144 2
+ Ute} zrol 12FFol olzm Utk

7154 8ol UEhte vlol2ol=ol YA ql ity
£ AlHuteii|Agl YA vgEtA AbEFL AR {A(CEV,
CCMV, TBTV, TASV), d+19} RAR(PSTV, ASBY,
CPFV), MMk (CSV, BSV, HSV) ol2lol o4
22 WK (CCCV) 5o #ith& BUch 53] PSTV

U CEVel 9o Rifikkel Hriit-Eola ool i
22 #Hdot A7+ AYA Wi (epinasty) & =
o Eoh(2d D.

Table 1. The viroid diseases presently known and the
corresponding abbreviations

Viroid disease Viroid
1. Potato spindle tuber PSTV
2. Citrus exocortis CEV’
3. Chrysanthemum stunt csv
4. Chrysanthemum chlorotic mottle CCMV
S. Cucumber pale fruit CPFV
6. Coconut ‘cadang-cadang’ CcCccv
7. Hop stunt HSV
8. Avocado sunblotch ASBV
9. Tomato bunchy top TBTV

10. Tomato apical stunt TASY

11. Tomato ‘planta macho’ TPMV

12. Burdock stunt BSV

Fig. 1. Symptoms of PSTV in tomato plants (cv.
Rutgers). Right : healthy control plants.

g olE wholzoelsel 75 Wele o FHol wet
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(9, 10), #Fhigol AT HE(11), BAoIY ik
€ ¢ Adol esi(12), PSTV el Afole =
ge Wxoizle s AG B ¢ Addx  mQlrt
(13, 14). Viroid i§& 2 AW Eof g3l
EgsiA wtolzolzel ifie ABMIOIAY ¥ 7Tl
23t ZiAlAal F& 44 (PSTV, CSV), E+= 37, 4
F, ASE S8 JdohdAyel oM Adsla ek

o dlolzolegnie MMHKE AHAINAY €
e B Ev ROAAA AEHAL Holxyoz4
AAHer & g £cb 53 Heldol A CCCV
o FgkR Azg ANE w3 dvd olAMAx 3
At 2Fe] ofahubF-rt Kistglen ol 500,000
5 olAre] okxtubFrt Fojrhe o ST o
wookalzta] o] CCCV el Atdzal Aztatyge oF
0% yo} gtk

vtolBol = gikol Wil Pifke vtolzel=el A
ol ytsialel utel oj Ax shEsiAl sedch A
<l vpolzol=yoll Wyt Hikkike vielelAfel %
Az A wlasle], vtolnolm sEpkel A}
Ax HAE Musa gtz WHAZYE Zast
A= HAEMTIE velnolc el WYala: &3} glich
Viroid ¥ ti¢ TdFol Auisls TaoA ¥
ol ole {itijkkel dakiAa ZAAA A&l 9
A Fpa:sld slog sl d4dxe YAyl vtelg
ol MMELE zotwie]l yillol o1& AAZ= Yol
el a2z v Aol whetd e Fr4:Rfie] wlelRol=df |k
Higell A dhelgzole st Waol walslal oo 24
e FAsich) BAdEFS Awsle el XAl
Aotgle Aot denz(15) oy FAvw FAR
Hasiofol & zloich

g3 ol Aztel sz dloly A dig 2
2xle] Wz we| vlolzelz el Afole AT
wyjel ol Hg East s Aoz deimesd(16),
PSTV el 2 Strain Ztell & mapx 34d el Urke Zol
el o (17), ola® HHEol vrelzolnyge st
A Aol ® 4+ gx oA ¥4 YAYe
2 olgx® 4 g Aol

4 HOjR0|=2l BREE

alojzolmel QG 2 Ay Yo FHEM
e ol 8T HmkEiEel o of wHez: A
alm A4 vlolzolzol HAel ol FdH 4 ¢l
t} utm oz upolzmolceo YA violzAel ¥
A3 A4S A Fdsts] sz, vtelzolzg

248 Hos 9 Mol HM(family)ol Sl Ui,
€3] mild strain & Aol {FEMBNA FHE
ulol 2ol EfiiBy& Bola o, ¢Fu HiolRol

Cob Bl HAE RHAT Y W FEH

71 A el £ 857 dfelth

Hlo] 2ol = coat-protein ©l g¢{¢] RNAzte= ¥
AElol ooz chwae) iy YA HASIA %
oo meA vpolza Aol el olgEHE FUA
AAgge vpolzols AAdle olR Y 4 gtk 2
Hew dA 7ty del AAgEa de vhelzelze
A& 4-& Polyacrylamide gel & ol§% A7 dF
WogH, gel ol YeEbE Viroid-band @ 11t &
sloj dfelgzolcol FAE Haste Wgolch ol
A A7 EYS olgd woles A RHAA Vi-
roid~ RNAE iiftsior she HAZES 71AZ 9
o ol wyle vjmy Lape] vfelRoleE HYsl
Al galg 4 U Aol Ak 2o Agsl A4
g olg ¢ 4 H(silver staining) & °1-§-3HH(18)
Ete] dvlolole R AE HAY 4 Arck

3]2oll olze] B AF7 F48 LA
% Az, wvlojzolm ¥at¢l complementary DNA
(cDNA)$E 34 3t3, recombinant DNA7|%3 mo-
lecular Hybridization & ol-83tel wnr} wem
FETERE wholzols zrawbiiol AMw=dick( 19, 20,
21). o ¢ie ¥ AL tEE Bolve ¥4
woluh ®al £4A4 olgstrje ul-Bol Wl =
= oghe] gk a2Y Yo o e dE e
ol MAEIx uigd4 AA7 Syzid b3 dA4s
2z wg vlolzols HAAYewd FAMLE Aol 2
ch.

5. diol@ol=2| &S

sel2elc e & stee) RNAZE =28 x3
zopel 28 sAlEu(1, 22) @14 E A2 Y
slo goip g Atz UAxn Fol4e HA "
By Joop 2¥E 3z Uk olF loop Aol A
2 A%se 448 22 fod, 2Y velgol=
#-zjol = fMethionine ©l\+ valine®l tRNA7Z} Z¥
& 4 9t anticodon F-¢l7t EAEA Yormz v}
olzole Hah= FHA 3ara2E ZA Yxrch

dfojzolsel 4rimd-e Fiol metd 2L
240~380 /Mol A= FAS(L, 2, 23, 24), °lE
slelol= o] ofrlvid shed WEA e F¥

(conserved area)©l &Ajslw=ul ol o F 4z A
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Fig. 2. The secondary structure of PSTV represented by nucleotide sequences(below), diagramatic form (middle)
and three dimensional model(above) (Singer, 1976).

Zol 30 9e dos= Ao AAA 53
CCCV-RNA Sl AfolAE vtolrole Halzpyel A
wEbL: AlEl 9 A7) oddg-e) ol g Al el xbolal mbi) 4
He] RNAFZE voFa 9k CCCV-RNA | fast
9} CCCV~RNA 2 fast v+ fEg#)lloll viebvka 14 o]
4 Waol Ad® HEajkkel 4 CCCV-RNA 1slowet
CCCV-RNA 2 slow 7} ttebv=dl ol & 718-d CCCV-
RNA 1 fast 7t CCCV-RNA 2| 7|#3 ol sl 2
425 r1H(23, 25).

3 Viroid-RNA = formamide 2F JR¥:e]l &4jo}
ol 4 A7 dEE AXA =wd mejzoat Agetel
Viroid-RNAEZ 22|89 °o& F 7}A &= 2%
WLk st a ok melmeofel dpolZele -E-xfe]
ol g Adlol olu] gt WA Abelol A vhob A

more] upolzolm Hatz sadl of weo Mg™ ol&
of e olH dejzed ma Awoel

Viroid-RNA £ RNA-ligase ol 2l A in witro o] A4

o7

Ay =)

o

£ mel2oel Viroid- RNA 2 A=l 4 Ach(26,
27). olajdl AME=R vlFo] wol Viroid-RNA &
in vivool A a3 ¢34 smejweks §-AstL 9

o0 olg|g #elel viroid #Fxt7} HAel A&
Aoz oA

#ol 5l

6. Hlo|20l=2] =X

vlol 2 6l & & coat- protein 11} envelope ol 4 2
Al o obf e aArlel RNAUEARA kR el
HASY el AAe] SHo Had A4E AA ¥
o Az 24k vstd 240~380 Mol AYE

7bR drelzole atel f-AH wel Phf-uh 230l
o] ®Modl HaAasel otE Ao WFAg
zir)ol 7] wid-olc) oli ovlite] w o|. nlol iLol 1z of
A 7 2 F|F Ao olol EaAlshz slAbel dHA 7l %
o 2 Z]¥& Fu Avkx E 4 Ak AR Vi-
roid-RNA & Hisigkel A X alof 4l #Abgtg el of
FolAa g ¥z Balgl F-9le) F2 X o
th(28, 29).

Viroid-RNA 2| 7t5¢ HAwges 754 Lo

£ 7 Viroid-RNA 7} DNA & A7 =& A
RNA & g4 sle] olg2d-¢ wlolzolzyl
kEol Wrtm A ze &
ol 4 RNA % 7142 stol DNA &
o] % A} 5 4 (reverse transcriptase )4>
Aol 4 MFA B[ A] , B AF4E

A&
ek e JIFARE
g 5+ de
of & k=] 4]

3 kol 4 o

A
T

g o v

AlF]l AR A s glon spA Elas ntelRiole o
Eol4-& sxl= 715 DNAE PSTV, CEVel 7

F4ld4-el 2 olE 9} gynura ol 4 molecular hybridiza

tion A 3ol el A 1 EArt Balx)A] Z3HdH30).
ol k2] MIIERL A1F] 7 atol] efslrd n}OIr.;olt:on 7J-
dEia g AT MEUA ulolRolco &

4% doli= DNAE molx| fhert, whelgelcel zb
A=l HEakkel AT o e utolzoled Hol4dg&
zZt= oligomeric (=) RNA £2a7F 4A=n et

(31,32, 33). watA vteizoiee shgdt #4173

o Zf v vbRlm 9= Ueiel DNA =+ RNA 9
RNA Z§tiaol 284 RNAE &I ol v
o2 uvelrole ¥aAE At Rez AAY 4

Atk
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Eoteol QYA wbg ol gl ME a4
PSTV~RNASl %Az 3 & 2 4% 2dxie)  olsia,
DNA el INA F8xA el 480 AL o
amanitin ol & FE= (10°¢M)el 4 PSTV~RNA 2
XAzt AAsigin k& RNA o 42 4ge ¢
A gekel ®= Eopeel fifdlA ¥y, $£4¢
DNA 2]#& RNA $HHE4AE ol mutrg 4HNA
% PSTV-RNAE ~13% Agstd PSTV-RNA 7}
A2 k34, 35). Viroid-RNA 2 S5% 32
E ASE w wpeizelco) ¢drluRole BYTGAQ
AR AN Roist: GiCo Aol majel &

Ber oy ul&Y A28 DNAYL AL} Aws §a
3 AL A den nairh ofuy AA mRol

o

rr

Y

R4 AR ALY Aozt AW 4+ Aot
MM R olopzhe. wigol HFME qlef 4
of s Ayael A0 Yasieh gl @as
o) et Qoja 2, $4% RNASE RNA 3¢
H4dE ol g stol PSTV~-RNALL 214 R stel invitro
A Aldbald o R R o) fxlal elo] PSPV
-RNA G Raldbela gheb(36).

oje} zhg wpololeo] HAlzpyo) iyt AUXAz
& Fual % m violZolz el Eali rolling -circle
o] el@cks AWE vewm k37, 38).
olgolr ol Fal wigryiol Bl melw ool viroid-
RNAL ()2 B4sid of (+)RNAE AAFAE W
ol B M oligomer BHE 2y (-ORNAE #A4
My olw i et DNAGE RNA 8
BEaol o84 rolling ~circle -l vidfol whal 4l
2 oA A4K (ZIRNA ALR g3t oli-
gomer Beldr AR (HIRNA L AARel o] ohi-
gomer (+)RNA 4= Viroid (+)RNA 8l "4 24 &
olgt f & abgol olslel Vieoid oF 40
#HA opxlato 2 ligase o] 218 Viroid (+)RNA & &)
d melRogs AFA % delepi: Agelck

Viroid ~-RNA 2} %#4li= 919} zpe) Agdsl 4 9lo}
otA MR HtolRolc el XA Aol thar AR ALY
Hal FAs HEse, vlelRole WA ARle &
% 3239 S408 not 2&vicholvt gralsbg
2l RNARAM 714 5 A& 438 94 %53 de
nrop g s Al 25 ok g2z el
of at A7t M4 o) upel B 4 violR ol
Z garel Al ztel waA ez slugich

Viroid ~RNA FEel 2A3h: DNAI® HNA 5

5 ¥

2ol #hi}

qojurta

1. BIOIROI=2 fREH

Cobelzolzel lvbHel WA wiolaael R
Az vlwsts] @l A Mf 9% 4 gkt
olzole RifjEkel HIHR & Hadeirdoz 3
2 vtolai A Hiakkel 22w M »ele viropla-
st 7} whENLER] e, ¥ mitochondria, chloroplast
ribosome ol 4 olH & FEH LRE el o
2 o wtelmole Hifjkkel M Eubef A HA-Aal W
ol wgl elrh(39), olelgt MR upe) bl &
ool oidh 4 Viroid el 349 epinasty 8 14
L Fapol alojild: Ao n Alzpglck

“}Oiioli-'e utoll &2t gtel coat -protein ©lif
envelope ©l glol RNA We g FAHslel 2t Vi-
roid-RNA ol adrximegs Atsivad chagidel A

cAlebel AUGHE A Mg ol MolA] ffrh BEE PSTV

v CEV- RNAZE in vitro o 4 ofwl <heigt  greja
AL Faskrinl Wal sl o, in vive CIAME
viroid~RNA o) Yiol 4.8 s} (- ofulgh hw ds} &
Ae molxl ¢bi-ch(40, 41). H Viroid Hikiikey
A Aebukol wh A ghAof gl sk ol /b L
Viroid 7} obd 7154 de] Hol4d g szl i
ojt}(42, 43). tHE drelyA 9 AFel Al ol
Yol e dtolgolmel o Fof wolF 2
Aol obaiel ErHE % A4 ded HAFdAR
1

sgoivtal e g AR 2

1Ml » - ) [

Fig. 3. The nucleotide exchanges in various PSTV
isolates (Singer, 1984).
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olof e ALAR Hol Viroid-RNA+E oid @4al
F4E A dZE #A ged Hag HAse,
ofatspal2 vpelole ol HYYAE Viroido Sl
& Bol ofulgt ghualel fr4glol s F4 R ¥
ALEAM 2 Viroid-RNA Sl ZAlzd Alolofj 4 dojut
£ ARl Ao % Ao Azl

Y AEGAQ AAlAM vlolzolzo WAL A
Ay vlelnolce HYHFHL utolvole F27}
ZhAE A B SAANAAN Y Fx
7ol faxte) AsiAL JYEe AE ¢ 5 Utk
Hyoll wtel cl2A == PSTVE  S#ifsL
(lethal, severe, intermediate, mild isolates) ¥
3ol A9t zel 359He} PSTV €7 71-&-d &2
2 uA 6 drlvid Wkg ued £oH(37).

EZ olF SR e FF oY A 4
g HAE 2 ¥t ohde, oAl Helge) o
€ kel #EKYel RS BRG] FF5o =
2t zt7) g YA& FHAY Evtee] Rutgers
Ml A A% 9AR nAFE PSTVHEIYOl Ren-
tita Mol A& 4% YA vols] HildakHiolA+
HAE A wolx g

olo] #olxl vlolRolz Fate] ¢ruwd TAHE A
Hued, AYHA X WelA intron ol M AElE splicing
3tyo] #edd= Ul RNAY —823 F—8 ¥947)
e 7hAl ol 9rh(44, 45). oyt H—&S
o] grlujdde] ol A, ME oj A DNAZHEH A
A% RNAol Viroid-RNA7} UL RNA thAley A%
go 2 splicing Hgel el ey o Hp=
w Aol A Foldtx] EshE intronol AAE
A %87 wEe AE dold FaAoew  Adojriof
sz WAy ol s vlolrelest JAE K
sigk Wajol YEIUA Stz 424% 4 Atk €8
ol A-e SEARUL 4¥AA FA Ao
£ goz A4 AFsoior AR, vielzelsel 5
waH Aae veizos Halvt E@E v #
ziel Aol wet YA ol wAM LA ohvle, HiejRol
9] XAlZ|atzt @A AFAEzd AolalA Uiy
£ WA AR Aol BHEE HAMU A3l
Hgicim Botor & Felrh
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