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Creutzfeldt-Jakob disease surveillance in Korea, 2001-2008
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AR o] =HE-okF W (Creutzfeldt-Jakob disease ; ©]3} CID)& /AF¥ JHS HEsta FHH o=
AT 10098 7 0.5-2% Awe] WA RIEE Hole 37 Ayon 2AAE Ao =
o el ZE] 2(prion)o] obx AHAA| @2 Al ofste] WA Eo] Aw AANES] APES sl
vebdth CIDe A AR CJD (sporadic CJD 5 °]8k sCID), #7374 CJD(genetic CJD ; °]s}
fCJD), ¢J914d ClD(iatrogenic CJD ; ©]&} iCJD) B ®<F CJD(variant CJD ; ©]s} vCID)= ¥t
sCID= &=stolw]gd Al 53k o] ofx 2 QAlo] FElahA W A4 2 HaAg HA&S A3
fCIDE IA 7154 CJD(familial CID)2 XA HE ZAOo=Z PRNP fFdztel dAs ZAwolo] o3
WS CIDE ovgeh. PRNP frdabe] Eddiel= Aol 7 o] whsixa dowrw AL 4o
Aow FAHr. 2 PRNP fHxte] EddelE zka gl BE Abgre] CIDel 2 3lo] oy
ghs AMES del & Zart Aok iCDe AT AFE AT vE dEE Wy Ze2o] Az
FhH] Tk CJDo. G=ellA vCID EA7F A8d dAs Fd B ArgelA 2% CID7}

N
i

HHE FAbetd CIDSE vCIDe A9 BE7E ¢hds] vE dbolth vCIDE 1990 =l A
Q-3 A A =(bovine spongiform encephalopathy ; ©]3F BSE)o 7+ % 49 AAZXA AFHZ 2ls)A
HAshE Aoz FHHI ot vCIDE &9 Al R 7 fAle EEola AF kd H JAS
diete AE FAe dule ol27|7HA] F TAE FAUTE 1 JAGIATE HEA WA GaoAE
H-Hp Y AARAE AFoR VHEsteE A Bl HE §EY AR AESE AR A5
pom, &F T FAF AR TEA dWAS HUlste S 9438 X5 HtS AldE]

Sguehs 19909 %, BSESH vCID] Q3#A7 L Ao 9]l vCIDE] frdio] AlZE A,
2001958 CIDE AAHGEHoZ aAsta d=eo g7 FoA A7 /MAdd m7]as
REDA O omriHer AAsta olF 7|#eA CID #AE Mgk Aol 157Y dd Al

s s,
2 ZoAE, 2001 o] % U] CJD A 2 A3 Y9s A4k, Eek o =re] CJD gk} Ay
2ol W A1 AAe 54 erolnm, Ao vCID FA A B AR =els) Wil ok,

I = =] 3
- A =

CIDE 20417] %, Hde] Arol=9t ofFo]l ME Hydor werA Jdsts Awjet 23T
d¥(myoclonus)= Kol x5 HialetdA Azl ve T/ AAHIAALASH mpriA =
CJDe] A 2ol thafjr= S AFt 7RERE i
Aol o]kl ZE]Z(prion) @S] wido] CJDO] W Qlolek= Zlo] whsf st Zel22 A AME
o Axdeo] AAHoR EAsts dlolnt. A T AT opF 3] dHAA Fho
AR &5 HAoA AT wHE R oldEo|E(amyloid)E AXZLRE H7|eke A& 5
AAdE=Ae] 45 dg FAd #FAste 75 sol EEA Ark ohdFd dle] olste] ZEle
HAgo] dojubd AABAETE APEEA H AL, AAAES] AbEo] FAHo] 5453 st Aul, 3t
g A T S yehdthe Zeo] CIDY Iy hAolt 74 oA Hol: EE

— 1 —
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TR EARo] o]elo] e dhule] WS doy)= Al A= ofA FAE] Lelxl np gl
Zele A e A998k FAAe] 54 td4(polymorphism)o] Ze]2 g o) wAel 7]efd 4
Ath= 7Mool A7 HE A AR, sCIDS] W WI=rE =53] vtr] wjgo] Zo2 Fize] gdAdte s
CIDe] ¥ S 5 Ay = vkal Az

sCIDell Hlste] vCID= 2 21 Aol o Ak WA vk s-eiiddH ol Aae 2o A7
245 Aol AFENS W, WA T2 dRTF 3 2ol gojojuk(Peyer's patch)& &3k
AL HE xAow FoHs AlcE dEAdT WA T2 Wdge] A Ee] do yo EA4
shAl Ha, dF Ndrr -3 (blood-brain barrier)S Wol ¥ AF URZ fFo4=E w w4
Zelo] WA AR HFohs Aow FAEA vk @ vCID Ao s Y e AbE
Zhedl diolA vCIDOl s AbdlZh Barsal glewt sCID &xke] dejs sdwol CIDol e

A= obA7RA] Barg mf flvt
sCIDe] 4 S42 A © FH== APgs= A (A7 1-6704 ol A Sgo] dA S
UEhdt) @ 23 AR O AlF R AN Ao SR w4 Sk il 2w 27)dl=
Oixlaz, Bagol 2 Alzh o] (&S] AbEe]l dasA wolAy EWEA @A mllude A&
AFHE Hol= 497 goh a3y 1-270do] Aud AW Sl yEhue, of 2-671€
?éE ojufel] ZItthA A#o] FytEnt dubd o It Aol yElE =Folle P AR
SrtEe] oy wa gl AdFAgs d9jsty] o9t 589 FH ol SRtEA @ A4S

1 1-2d ool AbgEtAl ®lTh o]k sCIDO 9 T4 sCIDE €=3stelH A A vl(dementia
of Alzheimer’'s type), Fo|A Xlwj(Dementia with Lewy body), H¥3% X"l (Frontotemporal
dementia) 52 NAEFAHA A FR}E= T3 2ot g AAHAA Ao FF FAe Ay
AAE A 2 Bz WEs| 7| YskA ek, T4 A A ol dAAS Aujrb YERE w7l
1-59 Axe] Alzte] A& o] ®HEo|th, ey AbEA CIDS AF A T4 vEhd * 9
b wj7hA] 1-270€9 olWiql B%-7F Bob Byl S B AlFls HlaE gehe] 1Ak
oo}, ek b FH AP YA

g = od o] Aigh o] %o HEEE= e
S A 2-671YE Ak A vlalA ol & Al7|el| yvERE 4 St

st sCIDY U4 Ak, 5442 A4 S &218ta, 3} (electroencephalogram ; EEG)
2 ¥ A7]E g dE G (brain MRD<s &3kl o] Folzlth. ¥ A (cerebrospinal fluid ; CSF)ol A
14-3-3 @A 1)S HAEse A e W E(sensitivity)® =24 5o|%(specificity) 7} =34 o}
Azl o]

= = = -

& A5 A9 7Hsds wiAlst oF gt W3t HARA = 54 A1 1-Hze] oA
1 237 (spike-wave complex)E &eldl S8 I F ol2 Al7]o Al ¥}
A bl A= o Aa 5447 vehA] s | B33 AfdE Wi AAE
wtEx o g Alsd HQark vl ¥ MRIAAE A9 AH(diffusion-weighted image; ©]38F DWID)
2 FLAIR imagegt= 54 #9 Wi (sequence)dl A CIDAl S5A A1 &2AS &2l 4 vh(Figure
la‘lb). F& H9dARr= wex Ao =2 1237} = (linear high signal intensity)7} WA A}, njAkal
(caudate nucleus) ¥ 7]A & (basal ganglia) 499 TATA=E Fslo] A 4= Ao CIDY HF
ARl gRle Wy x4 HAAME F3te] o] Foxith. ey W X2 Axrbe A AR S S-S
AL FToe Hx2 AAS 8ok ah7] wjitol tha Aldshy] olge Aotk ¥z AHS FrhEl
AE oF 2cm xS AL 7S F AF °F Smm, Ho] oF 2cm AEO AL WA 2AE AFH s
HHom o] Foltt, o] AN FF FHWTol WAL = 7] wWEel, drHoR HxA S
CJDe] zicto] EgtAgt A3eA] T2 X5 7hsgh d3kae] 7hdo] Qg 4 5ol o]Folx
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Figure 1(h), DWT af CID patient. Node the linear cortical high-
signal intensity on posterior temporal - occipital anea

Figure 1{a). DWI of CID patient. Note the cortical high-signal
[from Korean CID surveillance unit database |

intensity on occipito-panetal area

CID ZEFAIAAE Fske] Azt oF 15-2070 de]o] 3x7p Alarslojgkon, 2008 54955 AlaL
Y= EE CID kel tiste] dAxae]dy A aele e AstxAla(A A i o)o] A %
g sl At 2AE AlgsEal 3l W Ekate] A I AR A aEal ¥ A A9E
BE ZAEY] 7128ka gk mEk 20084 6%3?—151 CID9 4 et ¥ Agd Aol W F8
et e AAA- WG IAAY AETHES 2Wste] CID/ vCID AAIR7RIAIE 245
o] Y3 AaxE BE CID b rﬂo%ﬂ cke] Hdd 2 o} -‘%% aga CJD &
vCJD 3= Hrlst= 71bg F8sta vk 5214 CIDE 200493 20050l zF 17434 B s Qo)
2008l = g 3 st & 3119 Abd CJD $A7F A=Atk 1 5, CID/vCID A1 719 93] €]
3|95 AR AHLA CJDE AE AL 287100aL, 31 CID7F obd Zo2 HF = Ark(Table 1).

Table 1. Number of notifiecd CID in Korea, 2001-2008

Categry Tkl 2001 2002 203 20 2056 206 2007 2008
Total 15 5 g 14 13 15 19 I8 k1|

Reported cases but not confirmed ) 3

as CID

Subtype sporadic 121 b 9 19 12 14 19 18 25
hereditary B 0 0 1] | | l 0 3

frogenic 0 0 U 1] 0 H 0 0 ]

varianl { 0 {1 0 0 U {1 0 0

Sex male it Z ] T # 7 11 13 15
femehe o8 3 4 12 5 8 8 5 13

Apelyear) G410 5712 H8x10 670 fG+g GaEY 639 B2x10  BGET

200840l sCJD 4laL A7} S7Fe AL,
SHE 9L Roln E3

F8% 99
CiDehe Aol @ A=} ANA R P
sCID<= 2AEo] 100978 o 1
€

94%011&15 sCJD¥= 100vHY 19 W2(0.5-2)9] ¥ ES Holal gt FoolA= vCIDe] <3t
AE] A FA witel] v]ad sCJDoﬂ rH A7t Eol ﬁﬁﬂ A= otk Figure 20141 & & 910l
Gl A= BSEM 7HdE A7F AEoR AMEE ARzlo]l &Ezl §F CIDO digh QA =T sty
CJDl 9]t APE-S gAilete 4 ﬂ} sHAes & 3
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Figure 2. Age-specific mortality rates from sporadic CID in
the UK : 1970-2007 [1]

20083l sCIDE Alas| et CID/VCID A1 7ol 91sl o] 37F dap CID7F obd Zlo= g7
379 k= e Ao AWA Saks 4 v Hendor HE IdHAY. T HA $ae
of 1ol A3 A oFstE FAaR Wdalal A7 TEAdED dolA Hulde] A egt Mol
Ay Aom FAHA A sCID7F oAk " oAake] Alark . v o7 HE
Ax, Au S B AF7E BEF4ste]l CID7E obd Zlom FHE G wiA T Sk Y
A7) E g dEd oA CIDoll SolH el Aol b7tz (diffusion-weighted image)oll A 271 =]
Ro 1 o9le] A FAte] CIDel Z F-ekekA o FAHe] & offk 2w Eete] CID7F
ohd o= HF tHArh. A Al A T F e Bf 14-3-3 @ldo] FPow HE HilHo,
9 Aa7E sCID 7hed s Bu Aol agstAl Hele Aom FHHET 959 AtElE Kotk
sCIDE 2X1%7] & AfdEw d=stoluA Anl, A An) 2 FoliA] An o HPd A

H

aejal H]l, g A wE2UA HE S, AAWE 2 "HEF Fol By vp

B3 Ed F CJD gk #al Alzgle] waE MzlFeME Fuiet npRskAR CIDE FAEE
s S A TdskE #eE AH(EAH vle B R FREE GEE Tkl Q84 BREE
stal )& AlaL -, FARRo] vk ojA} B SkALE WEete] $hate] AR E Fsta xlde] 44
A5 Hrtets Al2gE P95t vk oRb AR gl oM e =TPEE ofihe] Aolrt
A=, G vlay JAd 27)HE 93 A7 CID Al AlE (National CJD Surveillance
Unit ; ©]st NCIDSU, =350 =9] ojd g A} 11943 Jx&5 o Ao 1t 9 ol A5 5

2 & sF= Holt}, Figure 3
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Figure 3. Diagnostic classification of referrals to NCIDSU, 2000-
2007*(shown as percentages and absolute numbers) [1]

* : ancludes suspoctad vCID referrals and vCJD casos

2008 12¢9 &4 A MAAHo=R 3ld vCID AldlEs 2% 20740t} o T Ut}
old = 5 19809 -19961 9] 717t F<F FaellA ARSE & F A 717}k
AR A el AT A 7HA] 033?011*1 vCID $A7F S48 doy)7] ojdd &
Sty gdd S F 49oln, I F 182 vCID FAo] YEhYr] o)A Abdal
SA A= AgE o] itk(Table 2).

Table 2. Worldwide vCJID epidemiology [1]

Cases of persons
Casesofthe first  Infection associated  who had resided in
Country infected with biood the UK for 6

{(Cases of survival transfusion months and more

during 19801996
United Kingdom(UK) 164  (3) 3 167
France 23 = 1
Ireland 4 = 2
Ttaly 1 - 0
United States of America 3 = -
Canada 1 - 1
Saudi Arabia 1 = 0
Japan 1 - 0
Netherlands 2 e 0
Republic of Portugal 2 = 0
Spain & (M) = 0




Figure 4= 9= % EU A/olA =l®l BSE At#l 31 vCID At#lE =23t3k slolnh. d=iellA
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Figure 4. Trend of BSE and vCJID incidence 2]
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