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Prevalence of Human Papillomavirus Infection in
Women in South Korea

—Incidence of Positive HPV DNA and anti-VLPs in Residents of Busan City-
Sook Hee Hong, M.D., Duk Hee Lee, M.D.", and Hai Rim Shin, M.D.2

Department of Pathology, Dong-A University College of Medicine, Busan, Korea.
Department of Preventive Medicine, Kyung Pook National University School of Medicine', Daegu, Korea.

Division of Cancer Epidemiology and Control, National Cancer Center Research Institute’, Koyang, Korea

To investigete a population-based survey of the prevalence of human papillomavirus (HPV) infection in South
Korea, we performed Papanicolaou smears and tests for HPV DNA and anti-HPV antibody detection in 909
sexually activs general women (age range; 20-74 years, median 44 years) who were randomly selected
residents from S district of Busan City. The presence of DNA of 36 different HPV types was detected by
means of a GP 5+/6+ primer-mediated PCR enzyme immunoassay in cervical exfoliated cells, and 1gG
antibodies against L1 virus—like particles (anti-VLPs) of 5 HPV types 16, 18, 31, 33, and 58 were tested by
means of enzyme linked immunoassay. The incidence of cytologic abnormality was 5.2% in Pap smear. The
positive rate of HPV DNA was 10.4%, high in young women younger than 35 years old and proportionally
increased according to the cytologic grades. The most often found HPV type was HPV 70, followed by HPV 16
and 33, and high-risk HPV types were more frequent in women younger than 35 years old. The most common
HPV type in abnormal cytologic smears was HPV 16, followed by HPV 58 and 66. Anti-VLPs was positive in
19.7% and thz frequent anti-VLPs type was against HPV 18, followed by HPV 31 and 16. The concordance
between the markers for each specific HPV type was noted in 10 women and HPV 16 was the most frequent
one. The incidence of multiple HPV infection was 18.9% and that of multiple anti-VLPs antibodies was 31%.
Among 103 szlf-reported virgins, 4.9% had anti-VLP antibodies.

Key words: Cervical neoplasia, Human papillomavirus, Population-based study, Virus-like particles,
Papanicolaou smear
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31 li= International Agency for Research on Ca
IARO)® 5 ATE A AANA A 448 W=
b FR AR RN Rate] @ g ez
AAste] 4wt o FRE g er AgFH A
21 ZAAbek g7 HPV DNA 9 @Ale] 23 W=t 1

ZAE ) PAFSE

AAZ o] &3t 1999 11% B 2000 3¥ A}o]d
ke Il (E)OH ATt 154 o] o4 FRE
AFHde® stk S+ 167]) F () & 4 5

HCES ﬁaﬂs}z Sol4] 242 370 W EDE A8

Z_]
2 127) o] F7

o S MAFAE o] AH] FA}
Fhd AFAE SAEH AL F 2,684H 0%l om,
T %5 3849 (14%)2 FRIFEA e F4aX o Ax gl

A ggte

o0, 2607 (9.7%)2 & A7l x5 AHdst -

AL, 477 (1.5%)2 =2, dAl, A7 AT dAEol

¥R

U AR AAS L, ANAgAE 3o o
T el AGAA D, 3139 (11.7%) dA8-S &
F YA F 1,680 9 o4& 29 A HE
g5 AAE AHs] fAste] nANSGuEYd 5L
sordgtug s s & 28 aHesin He
S @ oA F 1,064 (633%)0] A FEIUT
xwoz 10379 A7 de] givkn & Aes A
sttt

2) Folnt AL 3 ZA| A

& 9099 9] dEo] e AN F
zJ

3) HPV DNA & HPV 3| 245 die

HPV DNA& HPV oligoprobe cocktaile A}-&-3}o]
GP 5+/6+ primer-mediated PCR-EIA®] © & 8707 2] =}
TR SA T A 14FF] 1Y HPV (HPV
16, 18, 31, 33, 35, 39, 45, 51, 52, 56, 58, 59, 66, 68) =
22%FFo] A9)E T HPV (HPV 6, 11, 26, 34, 40, 42,
43, 44, 53, 54, 55, 57, 61, 70, 71 (CP8061), 72, 73, 81
(CP8304), 82/1S39, 83 (MM?7), 84 (MMS), CP 6108< ¥
g3te] % 3632 HPV DNAE S Jacobs 5] 7]& 8
PCR-EIA # o & ZAletgith. HPVe tish 3=
oo A] Combita 5°0] 7|43 cenzyme linked
immunoassay %W ©. 5 HPV 16, 18, 31, 33, 583 2] 57} %]
L1 virus-like particlesol] g} IgG &+A4| (3 VLPs)E 7
At
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E Papanicolaou &A1& &}
gzt B=E o4 %ﬂﬁﬁﬂ AdL T
Bethesda System=- 7|& 082 {85 oH, A4 4
21 G AERSE FAA ZMJEQE ATt
909 = 8627 (94.8%)S AA AAL R L, 47
(52%)& ol 27AE BAh oY AAT Fole
o9& & F ¢l A8 Y ARLI A X (atypical squam-
ous cells of undetermined significance, ASCUS)$} 2] 2]
2 & 4 glE A4y A3 (atypical glandular cells of
undetermined significance, AGUS)7} Ztz+ 2193} 1% &
= % 2% @0%), A%F A7 @ (ow-grade
squamous intraepithelial lesion, LSIL)e| 187 (2.0%), 1L
=37 Asd] ¥ A (high-grade squamous intraepithelial
lesion, HSIL)°] 3% (0.3%), A<} (carcinoma in
situ, CIS)o] 17 0.1%), A-3FA ¢ (invasive cervical
carcinoma, ICC)o 39 (0.3%)°] Ut} oA £ 748 HOJ
£ o AFcl Haleh # dasty EE 9
o] 22 A A2E AdSAh AxTEH Ad
o] S0 WE AUF BEXE Y o)A AHLS 35~
44 aF A A 7.3% (212892 7P A HERS O
o, I thgo] 25~344] AHFOZ 5.3% (9/170)] A
vepow, 454 ol EREE HMES A 4239
t} {Table 1).
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2) HPV DNA ZiAf

HPV DNALX 3709 = 90 (10.3%)o] %A 0194
o, %A WIIEE 3540 o]3F 32 oA &Sk, 2
Al oldt 44 7 FollA 27 (28.6%)°] Y= Hl
o EH/& FE Z%;(]U]— M = HNEE i)
354 o4l Al HPV DNA %A Wl 10% A5 2 )
2 AR eH, 604 ol ARTLE %z FHL
o] oF Wt Hx g ZAdtE T} (Table 2).

o] §)= ;YT HPVE HPV U4 90
(60% AN A e} AP HPVER T &
o WE HPVYE B IZZ 1w 254 o]3}
“\‘% TP HPVE o] ol
, 25~344] A8 PN E 1 PF HPVE o] A9

HPV?fﬂEE} 4HH 2, AA 354 o)st ATl
ANz nPE HPVE o] AP HPVEHT oF 4.5
Wi gkl A 354 ojAlol e mE T HPVE: A
AP HPVE o] Zh7} 364 H 3242 H] 53 HIE O]
21} (Table 2). 3t %7 o]4t2] HPV DNAC] ¥4 <
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Table 1. Age distribution according to cytologic diagnosis of
909 women in Busan

Cytologic diagnosis

gf:r) Normal ASCUS LSIL HSIL CIS ICC Toul
AGUS
<25 9 0 0 0 0 0 9
25-34 161 1 7 0 1 0 170
35-44 267 10 8 2 0 1 288
45-54 234 1 1 0 1 244
=55 191 4 2 0 0 1 198
Total 862 22 18 3 1 3 909

(%) 948) (24 (20) (03) (0.1) (03) (100)

ASCUS; Atypical squamous cells of undetermined significance,
AGUS; Atypical glandular cells of undetermined significance,
LSIL; Low-grade squamous intraepithelial lesion, HSIL;
High-grade squamous intraepithelial lesion, CIS; Carcinoma in
situ, ICC; Invasive cervical carcinoma

2 HPV <kA oA 909 2 179
(189%)0]R =], I T 2579 HPVY o] kel A
T 49, 4537/ 29 YERT

wel E/‘\ Lo‘:il

= 114, 335
(Table 2).

% 36Z %2 HPV DNA 3 & HPV 11, 57, 61, 71,
72, 73, 832 1EH/E A& 29FF ] Fo| A&
t}. 7} &3k HPVE-& HPV 7022 141 (15.6%)°] 2
on, 71 tt& o2 HPV 169] 11 (12.2%), HPV 339]
107 (11.1%) =412 HPV 70, 16, 333 o] 7} w3}
it} (Table 3).

HPV DNA:= AEZZ HAb7h B4l 8219 5 7078
(8.5%)0l A, HIAAFQ 4278 T 209 (47.6%)0l 4] ¥4
o]2itl. HPV DNAE ASCUS 18% % 49 (22.2%),
LSIL 179 = 99 (52.9%), HSIL o]A+& Hol:= 749
TE(100%)o A S 1o AR ALY =
of #lglste] HPV DNA <44 Wxx Frtatdtt
(Table 3).

HPVE = 198 HPVEL AT 7AAE A4t
0 707 %= 3649 (51.4%)3} ASCUS 49 = 29 (50%)°ll
A el ek, LSIL 943 HSIL o)l 79l =
167 (100%) =54 ettt (Table 3). 4|83

Ztte) wE HPVESY RIS B BN AEF 709
Fof|A] 7Fg &3 HPVE L 7002 139 (17%)0] 2
o, 7 thSo] nEF HPV 3308 91 (12.9%)0)
ek v A MEZT 209 FolA 187 (90%)ol A L
A3 HPV FAdolgle Ufl a5 7V &% 3 HPV
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Table 2. Incidences of high-risk and low-risk HPV type and multiple infection according to age group

Age group (year)

HPV type <25 25-34 35-44 45-54 >55 Total
@=7) (@=152) (n=280) (n=236) (n=195) (n=870)
No. of HPV (+) cases (%) 2(28.6) 20(13.2) 25(8.9) 26 (11.0) 17 (8.7) 90 (10.3)
High-risk HPV 2 16 12 13 11 54
Low-risk HPV 0 4 13 13 6 36
No. of multiple infection
1 type 2 15 22 21 13 73
2 types 0 3 3 2 3 11
3 types 0 2 0 2 0 4
4 types 0 0 0 1 1 2
Table 3. Prevalence and type of HPV DNA by cytologic diagnosis
Cytologic diagnosis*
HPV type Normal ASCUS LSIL HSIL or higher Total
(n=821) (=18) (©=17) (n=7) (n=863)
No. of HPV () cases (%) 70 (8.5) 4(222) 9(52.9) 7 (100.0) 90 (10.4)
High-risk HPV 36 2 9 7 54
16 6 2 1 2 11
18 2 0 0 0 2
31 0 0 0 1 1
33 9 0 1 0 10
58 4 0 0 3 7
66 3 0 3 0 6
OthersT 12 0 4 1 17
Low-risk HPV 34 2 0 0 36
70 13 1 0 (4] 14
81 7 0 0 0 7
Others ¥ 14 1 0 0 15

* : ASCUS; Atypical squamous cells of undetermined significance, LSIL; Low-grade squamous intraepithelial lesion, HSIL; High-grade

squamous intraepithelial lesion

t . High-risk HPV types other than HPV 16, 18, 31, 33, 58, 66

¥ : Low-risk HPV types other than HPV 70, 81

1602 59 (25%)°]9le ™, 1 t}Zo] HPV 58, HPV
6602 7}z 370l QL) (Table 3). 177 9] 4 7+ %}
Z 13988 AA AEZFol9n nYd T HPVEH A
YT HPVRo) o veigos, Yol 4 e vy
LSILOﬂ ”‘O]'M—-Dq 2E R/ J—‘A@E‘ HPV?%]O]
Gt

A= 8638 = 1707 (19.7%)ll 4] %A o)
FEA =

==

117 (69%)2 3 FFH

o] HPVHo| tig &Alo] FAHE& BYor}, 539
(31%)2 3t 71A] o] ie] Ao Y-S Hof F 2867
o) A AEHUD. 2 F 7 £ 3 VLPs &)
.2 HPV 189 o3t A= 857 (29.7%) Al YrEbwt
on, 7 t&oe 2 HPV 31 37} 749 (25.9%), HPV
16 3347} 55 (192%), HPV 33 |7} 439 (15%),
HPV 58 6}2117} 299 (10.1%)2] A2 UERG

(Table 4). A#HT XS 1Y 254 o]al A& TolA]
%_*éolaiztt}, 25 M| H-E] 544 Ato] Ao
HE & 20% o]de] FAES Holthrl 554

BRAN e 14%2 7+ 51T (Table 4).
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Table 4. Incidence of anti-VLPs antibodies according to age group

Age group Type of anti-VPLs Total No. of Total No. of
16 18 31 33 58 antibody* antibody (+) cases

Age group (year)

<25 0 0 0 0 0 0(0) 07 (0

25-34 12 12 14 11 13 62(21.7) 31/149 (20.8)

35-44 18 30 26 14 4 92(32.2) 57/278 (20.5)

45-54 17 30 24 13 8 92 (32.2) 54/235 (23.0)

=55 8 13 10 5 4 40 (14.0) 27/194 (13.9)

Total 55(19.2) 85(29.7) 74 (25.9) 43 (15.0) 29 (10.1) 286 (100) 170/863 (19.7)
Virgins

<25 0 1 1 0 3 3/73  (4.1)

>25 0 1 0 1 0 2 2/30 (6.7)

Total 0 2 1 2 0 5 5/103 ( 4.9)
*: The number includes multiple antibody-positive women, ( ); percent

Z 7)ol w2 HPV DNAS} & VLPs &9 9Fd ¥=
T AE g FAE B HI F48 eIt

1039 9] =z HHEdA & VLPs 3|7t 59
4.9%)N A JEe-GE, o|F 254 o3t 73% F 39
(4.1%)°] HPV 18, 31, 33 3rAjol] FAjolom, 254
o A} 309 Fol|AE 29 (6.7%)°] HPV 187} 33 34
of <fAdol%lth (Table 4).

3} VLPs 3+ AALe} AER AAM7) FA]0 Al31H
906 oA M [t TFo W& & VLPs x|
29 Y5 E B4, A AETA HPV 189
FA7E 8599 & 727 (7.9%)l A “ER 7HE
, O ThSo] HPV 31 AR 659 (7.2%),
HPV 16 &= 467 (5.1%) 4 2 Vel o4 &
Z oAM= HPV 189 djgh A7} 477 5 91
(19.1%)°] ¥H o2 7 werw, 1 o&o| HPV
16 3-A 9} HPV 31 A2 ztzt 67 (12.8%)e A LhE}
Bk AZEY ZA 55 2 A A =g BH A
% METON A 3= 28.2%0 1} o] ATl A= 57.4%
2 A g st Edr (Table 5).

4) HPV DNA & &t VLPs &HA|Q| SA| HE

HPV DNA9} 3} VLPs 3} AAL7} FA)o s§aizl
860 ol A} o¥l FF e HPV HolE 4aglel HPV
DNA7Z} A9 90 Z 199 (21. 1%)011/\1 57}4] HPV
ol g FA 7 FdolYen, 53] uP - HPV
o] HPV 16, 18, 31, 33, 58 A9l 3oug Z o] o
§- A= 147 (46.7%) 4 YERY 1@ HPV

Table 5. Incidence of anti-VLPs antibodies according to
cytologic diagnosis

Cytologic diagnosis (%)

anti-VLPs  Total No. HSIL
type of cases  Normal ASCUS LSIL  or
higher

No. of cases 906 859 22 18 7
Type of

anti-VLPs

16 52(57) 46(51) 1(01) 5(550(0)
18 81( 8.9) 72(79) 2(02) 4(44) 3(33)
31 TI(7.8) 65(72) 2(02) 3(33) 1( 1D
33 39( 43) 36(40) 1(01D 2(22)0(0
58 26(2.9) 23(25) 0(0) 2(22)1(0.0)
Total 269(29.7) 242(28.2) 6(27.3) 16(88.9) 5(71.4)

ASCUS; Atypical squamous cells of undetermined significance,
LSIL; Low-grade squamous intraepithelial lesion, HSIL; High-
grade squamous intraepithelial lesion

DNA ookx Oﬂ/ﬂ 3};4] o /\ u T ]—%f
oo/\

7}A} HPVE | tj&l &+ VLPs 347}
o]% 57}%] HPV DNA7} T AJol] kA ¢l oJAl-& 1707
= 147 (82%) 0.2 vj$ Uroirh(Table 6). 147 9]
HPV DNA SF4 o4 % HPVE I} |5t 8l-Eo]
314 (HPV type-specific anti-HPV antibody)Z 7}7 o
d& Z 1030z, HPV 160] 7pd E3to] 119
S 4ol en, 1 th&o] HPV 3302 10% F 34,
HPV 58¢] 7% 2 2w, HPV 310] 1% % 1H] A el
o}, HPV 18 <FAlSl 39 R 53= HPV 18 &)

xoh bl 5
32
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Table 6. Incidence of positive HPV DNA in anti-VLPs positive
women

No. of Serum anti-VLPs

caseés  Negative (%) Positive (%)

HPV DNA

Any of HPV types =

Negative 770 619 (80.4) 151 (19.6)
Positive 90 71 (78.9) 19 (21.1)
Any of 5 HPV types

Negative 830 674 (81.2) 156 (18.8)
Positive 30 16 (53.3) 14 (46.7)
Total No. of cases 860 690 (80.2) 170 (19.8)

" ; 14 high-risk and 20 low-risk HPV types
t ; High-risk HPV types : HPV 16, 18, 31, 33, 58

Table 7. Concordance of serum type-specific anti-VLPs
antibodies in HPV DNA positive women

Same type anti-VLPs

HPV DNA type

Negative Positive

HPV 16 Negative 802 47

Positive 7 4
HPV 18 Negative 780 77

Positive 3 0
HPV 31 Negative 794 65

Positive 0 1
HPV 33 Negative 817 33

Positive 7 3
HPV 58 Negative 831 22

Positive 5 2

S o] gt} (Table 7).
i &

P2 A AG T FolA Lk 448 g
o2 o] ¢ ke HPV DNA $HEL 2
ATe A AAder e wA °LEP9"‘ el
A AR AdAE 1985 FRU 2 wde o
SEE Y] AREHUA AFEHAA, ofA A FRI
o] AT AGL FxE F MAEhAE EE )=

VA g2 AAolth Ak Ao HEA AFAFY

o] WA ME= 1996-1997d AR E 7|2 ® 3 2}
A Al 1098 208 o2 A AAA F3b
Azl g NEZ wolx uk’ B AT Bt
A A FX F HEFo] e 909y AE
20 AP A o) AAL 52%0]9 e, HPV DNA
FAEL 103%, 3 VLPs 33 FAFLS 19.8%°]

oh g Ao Ak 4L YYe R S HPV &
103%= A2 29 S AL 98-S Kol J)
LT, & A8 AT BRG] 24 vms) oA
A 109y F 20~259 ¢ eld =9 #3H(9.1%)
B WEde] ZAW A (10.9%) 9 ¥sEd T, B
HErE 22 98 X9 ZAEE T (16%)' gk ®WA|
2 (145%)?Brte vol HPV $H 53 xHg 74 5ot
A W AloloE Ze ANAL Byt A
HPV DNA %A ES BH 354 o|ale] Z& =4
=3 O % AETAAE @l AHAE B 0
Z oJ Aol A HPV AU ES ZALSH Stoler'®e] . 310]
°]3lH HPV DNA UA S-S oF 20%0] %1, 20~294)

AT ol A oF 4% 1 En 1 ol F AU

M A ZAasded, ¥4 HEE T o4 B
A B AT 23§89

B e A=

254 o]t ool A Eil 35~404] Afo] OﬂEﬂ?OHH

2 "7 Fole = 9}?1 HPV7} XHﬂHﬁ}H‘H
22 g e U9 BYg Ho] B a7 279
HE el HPV g4 F mpole| e} A&

Oﬂ w2t Apol S BolARE H 2 Tl A

AgH ATE AD Qe B

AN 74 2] B Ao ApF AFEAELE] A
Zgho] W& HPV DNA AL AHAF Al
A= 5~20% Aol AT AF-L 27
0~100%= uj-¢ =o} HPV7} A}-g 7 5okl
of Tt YA S & Uk A
7 & w3 duk cq;\-] ;H)\Log s HPV
g ZAbolA] HPV DNALE 22.2%0) A kA o]l 11,
HPV DNAE A EZ 7#A7r A o9 12%,
ASCUS2] 35.7%, LSILS] 64.4%, HSIL o]Ae] 82%o]
A AZEATT B A AEEH A g
HPV DNA YA EL w3 oddRTE vrx g FAF A Z
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ol 85%, ulgd METS] 47.6%0|0 1L XA
Aeke] Sl ul#se] HPV OJ*éEE wobal =,

.

53] HSIL o]/doll A& 100% F4& Bt %’4 2
T HPV 7 ool w4 Aﬂ*«l 2 HE =
} oA Castle T MEZD GA7E Bolats 6d

F-oll = 16.8%7} ASCUSE, 6.4%7} LSIL, 2.2%7} HSIL
= F wb, JHPVIZE 349 oL F 42%Wol
ASCUS o}/ge] nggez aatgintn Busal,

Rosendaal 519-"— MAERA AXAZE ARl oA Fo| *1
319185 HPV %FAold CIN III o]Ale] uha o]
HPV &4 o4 9 lleneta 3tdvt 244 Z}%Wé‘%
o A#E HPV DNAE Q] 23 WmE XY ujz}
2ol 7} QIARE, AAH o2 HPV 168 0] 7} vlH s}
o] 46~63%E A}A3l3, 1 the-o] HPV 182 10-14%,
HPV 457} 2-8%, HPV 310] 2-7%, HPV 330] 2-5%%Z
242 840 22 7 ookl A Hlﬁﬂb HPV2] 80-95%
7} HPV 16, 18. 31, 33, 459] 5& 87} %3}’ £3]
ofrjo} A Aol 4= ThE Xl%ﬂit‘r HPV 583} HPV 52
7} o] ¥iysicla 3. HPY 72+ 3 HPVY) %) 43}
7L} HSIL &8 9o g Agsts AL AR es =
QA HPVEQ Aoz delAd Yok A9dd
HPV = HPV 6. 11, 40, 42, 43, 44= <t3} #edo] gl
Zlo = el glon), HPV 26, 34, 53, 54, 70, 72, 73
o] THY T dsliAE o] AR A &t A
Bk S g eE 3 B Ao 19IPT HPVE
o] 60%Z A 3Pon, E3] LSIL ow/] 169
IME LYY+ HPVE ol AEH At dA)
2l S 7}z HPVE o A& HPV 160] 7+
SEA A Aol 70 = 69, vl AR 20

u
gel A veht AEAE - *C}HJLH%P%—QEA =l
%E’S_ ol &&= & kg 3Sith. HPV DNAF <]
o] #F T B FAA F°9 AFAME A7
ob 2o A HPV 160] 36.6%=Z 7} Hl3})
F)Qich o] Batel olatH 1] F Uiy Abal
SHE WE 3 o4 olA HPV DNA 42 37.5%°]%1
o, o] & A XA AA}F Aol 1309 3 10%, B
737811 9478 5 15.5%7F e B, AHlE g
TRl naEes] F4 NErt Foleke 2AL 1Y
th AFEE H HPVE Y EXE dubH o R e Fd
A 9P HPVEo] A%, 2 Agely
I o)s} Hl&% FAE 1Y
H oJFo) 4 HPV DNA %
3365,01 7hd Rl kA bk
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48 9 #29 9uk 449 HPY 2 g 2

ol (156%)8 HA3te] 714 &3 dd AL W¢ ¥
M2 2ok ATARY HAM HPVH S
TEE Hug F 8579 £9& #Aste] Exdh
Clifford 5%°2] B8 57 HPV 70 4 W= vl ¢
o} opAlo} Aol Az F3, 8, BB A 7}
7} 1.3%, 0.7%, 0.5%, WA ol 14%o|H, §8, &
m R GFAE Bust Ho] X etk 2 o]

X

A= HPV 702 A4 2 A2 4 5-4S £33 A4 o
o] 1.6% (14/863)0| A HZEF o] YAl Eo] Egko
HPV 70 94 oA = [9o] ASCUSE A|¢lstn: 13
W 2R7 AN A ET £3819 =], o] HPV 709]
g Fe) dAe) PAYL v A H o A}
AR Axol EAsl: HP |

YA 2o *Eﬂfslzl‘ﬂ AZeE HA E o
datoiMs doz o A7t d2¥ 310w M4
o} T oS ez & 39 dF s HPV

700 gk HAE AldEkA] 43kr] wiEel = oA
olX o] HPVE 9l 3ol ato] & AT Axe} v
g & XNl HPV 708 A)9)3ld A7 H-oF 24
I ##Ho| glE HPV 16, 333 o] &3t Fo|m R o|Z
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