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cstimate that the exposure is reduced by only 93% under

the assumprion that these sheep are marginslly more

resistapt than ARR/Axx shecp and have an average
incubation period of 4 years.

If genotype testing were imperfect (yo that a percentage
of sheep of other genotypes were mistakenly allowed into
the human food chain), then these strategies become
significantly less cffcctive (strategies 7 and 8).

Eat ARRIARR under 18 months and ARR/~ under six
nonths (strategy 9). A tighter genotyping stategy could
also include an age restriction of] say, 18 months on ARR

homozygotes and six months on ARR heterozygotes. This

would be mare effective, reducing the sxposurs by 99.9

and 99,6%, to 0.01 and 0.10 million murine ic ID50s, if

homozygous sheep are resistant and susceptible, respect-
" ively. These figures lie within the estimated range for the

1ol exposure from cattle in 2006, 0.005-0.5 million
~ murine ic ID50s.

(v) Combination strategies (strategies 10-13)

Not surprisingly, combination strategies are more cffective
than single strategies. We cotisidered four stravegies that
cambined maximurmn SRM removal with ege and genotype
restrictions. The tightest of these (strategy 13} allows only
ARR homozygotes under 18 months and ARR hetero-
zggotes under six months into the food chain and further
imposes 8 maximum rcalistic SRM romoval scheme, If
ARR homozygotes are completely resistant to BSE
infection, then this straregy. reduces infectvity in the
human food chain by four orders of magnitade. The
strategy has 10-fold less impact if ARR. homozygotes arc
somewhat susceptible.

4. DISCUSSION

We estimate that there are st moast only four flocks
currently herbiouring a4 BSE epidemic in Britain, but that
even a single BSE-infected sheep could pose a consider-
able risk to consumers, contributing 10-1000 times as
much infectivity in the human food chain as 2 fally
infectious cow. Furthermore, 30% of the exposurc from
sheep comes from infectivity residing in lymph nodes and
the PINS--tissues that cannot feasibly be entirely removed
from a carcass.

The cxposure from four ‘typical’ BSE-infected sheep
flocks each year could be congiderable. Our models
predict that only a small reduction in exposure could be
achieved by a PrP¥*-testing based strategy, a 12-month age
restriction or a dghtened tssue-based strategy. A six-

. month age restriction is likely to be more effective and
genotype-based strategies, which allow only the most
resistant genotypes to enter the food chain, will achisve the
gireapest reduction in risk to consumers.

All the options discussed here are currendy under
consideration by the authorities in contingency planning
for the event that ovine BSE is discovered. Such decisions,
however, must also take into account the predicted cost
and feasibility of different plans. Genotyping sll sheep in
the UK wauld be extremely expensive, if at all possible or
accurate, on such a large scale, Furthermore, it wonld
remove a higl proportion of sheep from the food c¢hain,
which would also be the disadvantage of having a strict
age-based cut-off. Testing sheep for PrF would be less
expensive overall as it would not waste vast numbers of

Proc. R, Soc, B {2007)

uninfected sheep. Tightar SRM-based straregies are also
likely to he relatively cheap since only an exiension of the |
existing SRM procedure would be required.

Qur calculations rest upon 2 straightdorward math-
ematical model, but are necessadly data hungry in a
situation where not all the relevant data have yet been
gathered. The modelling exercise vsefully highlights the
most glaring gaps in our knowledge. For caleulating the
infectious load produced by a BSE-infected shecp flock,
the most important new data would be quantified BSE
infectvity in different tissues in sheep of different
genotypes at 6 and 12 months of age (after infection
very close to birth). For comparisons of the impact of
different risk reduction strategies, information on the
sengitivity of praposed tests by genotype, tissue and time
since infection would be pardcularly useful. The com-
parative risk of ovine and bovine BSE requires further
analysis of the conversion rate from bovine oral ID50s to
murine j¢ ID50s. The range nsed here of 2—4 orders of
magnitnde probably does not reflect all of the uncertaingy
surrounding this estimatc. Furthermore, comparisons
between the exposure from bovine and ovine BSE must
be viewed in the light of the uncertaintes surrounding
estimates of the exposure from catle,

Although gaps cxist in our detailed knowledge of the
dynamics of BSE infecrious load in infected sheep, cur
conclusions are rabust to the uncertainties that remain
and provide best estimates of the exposure from ovine BSB
and the effectiveness of control options which can be used
in contingency planning. This is the only smdy that
assesses the impact of genotype-based strategies and
compares them with other options.

Qur main conclusion is that we should remain vigilant of
avine BSE, simply hecause event a single recently infected
sheep is likely to harbour considerable infectivity throughout
the carcass, including in tissues that could not feasibly be
removed at the abattoir. Furthermore, despite much positive
news in recent years, a slowly developing ovine BSE
epidemic is not inconceivable and the genotype of sheep
thet would most easily be infected and in which disease
progresses most quickly is very conupen in our sheep flocks,

H.I% was funded by the Food Standards Agency, grant no.
M03027,
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collecting data.

REFERENCES

Andreoletd, 0., Berthon, P, Marc, D., Samadin, B,
Grosclaude, J., van Keulen, L., Schelcher, F., Elsen,
L. M. & Lander, ¥, 2000 Barly accumuladon of PeP(Sc) in
gut-agsociated lymphoid and nervous tissues of suscep-
tible sheep from a Romanov flock with natural scrapie.
¥ Gen. Virol 81, 3115-3126.

Andreclerd, O. ez al. 2004 PrPSc accumulation in myocytes
from shcep incubating namural scrapic, Nai. Med 10,
591-593. {doi:10.1038/amI055)

Andreolerd, O. &t &l 2006 Bovinc spongiform encephalopathy
agent in spleen from an ARR/ARR orally exposed sheep.
J Gen. Viral 87, 1043-1046, (d01:10.1099/ir.0.81318-0)

Baylis, M., Houston, E., Goldmann, W.,, Hunter, N. &
McLean, A. R. 2000 The signature of scrapie; differences
in the PiP genotype profile of scrapie-affected and serapie-
free UK. sheep flocks. Proc. R. Soc. B 267, 2029-2035.
(doi:10.1098/rsph.2000.1245)

340



Controlling ovine BSE visks H. R Fryereral 1503

Bellworthy, S. 1. et ol 20052 Natural transmission of BSE
between sheep within an experimental flock, Ver. Rec, 157,
206, .

Bellwosthy, S. J. er al. 20058 Tissue diswibution of bovine
spongiform encephalopathy infectivity in Romney sheep
up o the onset of clinical diseuse after oral challenge. Vr.
Rec. 156, 197-202. .

Bruce, M. B. &1 al, 1997 Transmissions to mice indicare that
‘new vartant’ CJD is caused by the BSE agent, Nature 389,
498-501, (doi:10.1038/39057)

Clouscard, C. ecal. 1995 Differcat allclic effects of the codons
136 and 171 of the prion proteln gene in sheep with
partural scrapie. ¥ Gen. Virol 76(Pt 8), 2097-2101.

Collinge, J., Sidle, K. C., Meads, ], Ironside, J. & Hill, A. F.
1996 Molecular analysis of prion strain vanation and the
actiology of ‘new variant” CID, Nuture 383, 685-690.
(doi:10.1038/383685a0)

GComer, P ], & Huntly, P. . 2004 Exposure of the human
population to BSE infectivity over the course of the BSE
epidemic in the Upited Kingdom and the impact of
changes to the Over Thirty Month Rule, J, Risk Res. 7,
523543, (doi:10.1080/1366987032000123865)

DEFRA. 2002 Slaughter statistics 2002. Sec hup:/statistcs.
defa.govial/esgfdatasete/slaughw.xla,

DEFRA. 2005 Possible BSE in a 1990 UK goat sample.

Evereat, 8. ], Thorne, 1., Barnicle, D, A., Edwards, J. C.,
Blliot, 1L, Jackman, R. & Hope, 1. 2006 Asypical prion
protein in sheep brain colfected during the British scrapie-
surveillonce programme. § Gen. Virdl 87, 471-477.
(doi:10.100944r.0.81539-0) -

Terguson, N. M. & Donnelly, C. A, 2003 Assessment of the
risk posed by bovine spougiforin encephalopsthy in cattle
in Great Britain and the impact of potential changes o
current control measares. Proe. R, Soe. B 270, 1579-1584.
(doi:10.1098/rspb.2003.2484)

Ferguson, N, M., Ghani, A, C., Donnslly, C. A., Hagenaars,
T. J. & Anderson, R. M. 2002 Estimating the human
health risk from possible BSE infection of the British sheep
flock. Nawere 415, 420-424, (doi:10.1038/namre709)

Foster, J. D, Parnham, D., Chong, A.. Goldmann, W. &
Hunter, N. 2001¢ Clinical signs, histopathology and
genetics of experimental transroission of BSE and natural
scrapie to sheep and goars, Fer Rec. 148, 165-171.

Foster, ], D, Parnham, ). W, Hunter, N. & Bruce, M, 20015
Diswiburion of the prion protein in sheep rerminaliy
affected with BSE following experimental oral trans-
mission. ¥ Gen. Virol. 82, 2319-2326.

Froissart, R. 2004 Progress repoct on actions from the
meeting on 25th November, 2004: the TSE communiry
reference laboratory expert group on strains,

Gonzalez, L., Martin, 8., Housron, ¥, E., Hunter, N., Reid,
H. W, Bcliworthy, 8. J. & Jeffrey, M. 2005 Phenotype of
disease-assaciated PeP accumulation in the brain of bovine
spongiform enccphalopathy experimentally infected sheep. -

% Gen. Viral. 86, 827-838. (doi:10.10994vir.0.80299-0)

Hadlow, W. J., Kennedy, R. C. & Race, R. E. 1982 Natura!
infection of Suffolk sheep with scrapic virus, ¥ Infecr. Dis,
146, 657-664.

Hill, A. E, Desbruslais, M., Joiner, §., Sidle, K. C., Gowland,
1., Collinge, J., Doey, L. J. & Lantos, P. 1997 The samc
prion strain causes vCJD and BSE. Nature 389, 448-450.
{doi:10.1038/38925) :

Houston, E., Foster, J. D., Chong, A, Hunter, N. & Bostock,
C. 1. 2000 Transmission of BSE by blood transfusion in
sheep, Lancer 356, 999-1000. (doi:10.1016/50140-6736
{00Y02719-7)

Houwston, E., Goldmann, W., Chong, A., Jefitey, M., Gonzalez,
1., Foster, 1., Pambham, D, & Hunter, N, 2003 Prion

Prac, R, Soc, B (2007}

341

digcascs: BSE in sheep bred for resistance to infection.
Natre 423, 498. (doiz10.1038/423498a) ,

Hﬂ.ﬂtcf, Nq’ FOSU:I, I. D., Goldmm_’ W;, Stear, Mc }q HOPC,
]. & Bostock, C. 1996 Natura] scrapic int 2 closed Sock of
Cheviot sheep occurs only in specific PrP genotypes. i
Virol 141, 809-824. (doiz10.1007/BP01718157)

Hunter, N., Fester, J., Chong, A., McCutcheon, S,
Parnham, D., Baton, S, MacKenzie, C. & Houston, E.
2002 Trangmission of prion diseases by blood transfusion,
¥ Gen. Virol 83, 2897-2905.

Iﬁey’ M-j Rydﬂ, s-; mm S-: Ha‘wldns, S- A" M’ I"!
Berthelin-Baker, C. & Beltworthy, $.7. 2001 Oralinoculation
of sheep with the agent of hovine spangiform encephalopathy
(BSE). 1. Onser and diswibudon of disease-specific PrP
accumulaton in beain aad viscera. ¥ Contp. Fathol 124,
280-289. (doi:10.1053/cpa.2001.0465)

Kao, R. R, Gravenor, M. B., Baylis, M., Bostock, C, J,
Chihota, C. M., Evans, J. C., Goldmznn, W, Smith, A. 1.
& Mclean, A. R 2002 The potential size and duration of
an epidemic of bovine spongiform encephalopathy in
British sheep. Science 295, 332335, {doi:10,11264cience.
1067475) _

Mclean, A R, Hock, A., Hoiowille, 1. J. & Gravenor, M. B.
1999 Scrapit transmission in Britain; a recipe for a
marhematical miodel. Proc. R Soc. B 266, 2531-2338.
(dwi:10,1098/rspb.1999.0956)

Scorr, M. R., Will, K., Ironside, J., Nguyen, H. Q., Tremblay, P,
DeArmoand, §. J. & Prusiner; 8. B. 1999 Compelling
transgenctic evidence for trapvmission of bovine spongiform
encephalopathy prions tobumans, Proc. Nad Acad. Sei. USA
96, 15 137-15 142, (doi:10.1073/pnas.96.26.15137)

Siso, 8., Gonzalez, L., Houston, F,, Hunrer, N., Marin, S. &
Jeffrey, M. 2006 The neuropathological phenotype of
experimental ovine BSE is maintained afier blood
teansfusion. Bleod 108, 745~748, (doi:10.1182/blood-
2005-12-5156)

Sivam, S. K., Baylis, M., Gravenor, M. B., Gubbins, 8. &
Wilesmith, . W. 2003 Results of a postal survey in 2002
into the ocourrence of scrapie in Great Britain, 8. Rec.
153, 782-783.

Sivam, S. K., Baylis, M., Gravenor, M. B. & Gubbins, S.
2006 Descriptive analysis of the results of sn anonymous
postal survey of the occurrence of scrapie in Greer Britain
in 2002, Ver. Rec. 158, 501506, -

S5C. 2000 EC, Scicntific Stcering Commitrec. Opinian: oral
exposure to humans of the BSE agent; infective dose and
ypecies barrier. Adopted by the 88C at its mesting on the
13th—14th April 2000.

Stack, M. er al. 2006 Monitoring for bovine spongiform
encephalopathy in sheep in Gicat Britain, 19982004,
¥ Gen. Virol. 87, 2099-2107. {doi;10.1099/vir.0.81254-0)

Tongue, 8. C,, Pleiffer, D. U., Wamer, R., Ellioty, H, & Del
Rig Vilas, V. 2006 Fatimution of the relatve risk of
developing clinical scrapie: the role of prion protein (Prl)
genotype and selection bias. Tér. Rec. 158, 43-50.

van Keulen, L. I, Schreuder, B. B., Viomans, M. E,
Langeveld, . P. & Smits, M. A. 2000 Pathogenesis of
nataral scrapie in sheep. Arch. Vivol Suppl 57-71.

van Eculen, L. J., Vromans, M. E. & van Zijdervelg, F. G,
2002 Early and late pathogenesis of natural scrapie
infection in sheep. Apmis 110, 23-32. (doi:10.1034/
j.1600-0463.2002.100104.%)

Wells, G. A., Hawkins, S. A., Green, R. B,, Austn, A. R,
Dexter, 1., Spencer, Y. I, Chaplin, M. T, Stack, M. I. &
Dawson, M. 1998 Preliminary observadons on the
pathogenesis of experimental bovine spongiform encepha-
lopathy (BSE): an update. Per. Rec. 142, 103-106.



342



£EPE

W 8 O ohe 8 w3 =

BliEERA P21 - .
~ EXS BREE BESEE

No.22

WA &S - REE

S HATH | FEEREOER
2007. 7. 6 E 3 PAA

— R EI B FR

(1l fﬁﬁ( %Fu’ﬁﬁfi L) UK Spongiform Enéephs.lopathy ANER

Advisory Committee (SEAC),

IRFEH (EH#R).

sy [position statement, Jul 2007
Available fmm URL: .
http://www.seac.gov.uk/statemen

ts/ state-vcjd—dentrstry htm

SRR ] (B AR
[R&-S MM B (B ARFRF)
_ S pRI-LRI 8 77| (H A gR-HFH)
© BH-ESEMm-LRT B (B AR+

WE

BELER

OMBRIRIMIEREHZE B £ (SEAC) , vOIDLHERHSRICE 728 RE :

FEREE ISEACITE RSB SN L 7evCIDIRB OV A2 H % B E‘thf*@]ﬂlﬂf%@ﬁiﬁkob \T@E’Jﬁ"‘%ﬂt&bto

WAL VA ARIBME, BEESHDRE . ERIERBRICISVCIDO ZREBENEINSD, Bl CRE R Ry,

E?gﬁaﬁgﬁﬁ#é& 1%;% DORBERIBOALRITTVD, T, LA ﬁ)fﬁiﬁ?ﬁ’ﬁho?"ﬁb‘@ﬂ%&fﬁﬁ‘s%
3 < o

B A CERHLEIC LAVCIDEBITET » TRV, lRHARE B2 A Li-vCIDESI. %Hﬁh&fﬁ%@of’ﬁ@‘c‘:ﬁﬁﬁk

|$Efh T A A TTHER A LAY, BEDFBIAZIB O EALNRE, ZDT=, SEAcmﬁEE{Aﬁm%Eﬂmﬁv\%r%ﬁh%L

oo ZRESFENAVE, eh—E MR OB R IE R EBE LT3 LN H KBS, |

RO TIE., ELRIC L AVCIDBRIBEDOI R B INETE XL TV EDL EV D e AR E L, bmm%mﬁiﬁﬁw

R EICRBENBET AL ER UL RELLRLOCTHY, FierOWHEBRORRMELRTF—F I b 00, =
D E R IZvCIDASEBHLE (= Lo TR ERES MO BT LR R TS, EhOERLEA BV BB E T bh
TiY, LVIERERIAIHENRTRRIZ/RDTEAD,

AR EORBIC AV TD LB SR éafxé)x4’ﬁf}*$$®ﬁ"‘m’®f’—&b R TOERHERDYAZ TV TEEM

TEIEH B2 R AICITIZ ELERETHA, FlE RE I T DI EME DS iR ATV R EE ORRITE
MEND, e, BIEOVAZ B CEDEH LV \BRYLEHT \_o»71-%%72%&&??5&&%@1’«%‘%5

FEREQOEREICHRR-
- EOESEERF

SRRl BoR]

RS Lm B R

A Eif-LRI 57
BAARM-LRI B #

MEENTD7A/A,
#AE ., R BSOS
vCIDEOEBIJ/BOYRY -

BEEXEDER SHRORG

REE R TEE B, R OB L T
vCIDLERHARICE TR REFLREL, HRHARDOY AT
. B BB ORI R,

B ARF+FE, MILRREERD It O/ W B O H DN - —% K
FRICERMIERIELTVVA, vCIDDMIEE A3 2R HuEs 1k D B #9975
B, ERMEFIZ R E DA EMEE (FRIT R UVEE) 2FIEL, BRAI36
Eic—EHBBELERN T —2 ERICERAER S LTV D, T,
HEMERELE TACIDRENENTRAELEZ LD, FRRITES
A18 LVEERERELB L EOF 6N EHIRL TV D, 6
iz, ERAIORFRI A M ERREZEAL, FRRI19ELAI6R I
A TORMLBLE~DEREY B ARGEORANTETLUE, 5%

N,

CIDE VAV HITBT2H - R R R MEROINEIZEDS,

@

MedDRA/J Ver.10.0J




344



SEAUL Statement — viJU and Uentistry
SEAC R

Position Staterh ent

vClD and Dentistry

Issue

1. The Department of Health (DH) asked SEAC to advise on the .
findings of preliminary research aimed at informing estimates of the
risk of variant Creutzfeldt-lakob Disease (vCID) transmission via
dentistry.

Background

2. Prions are more resistant than other types of infectious agent to the
coiiy” T1tional cleaning and sterilisation practices used to decontaminate

dental instruments?. Appreciable quantities of residual material rhay

remain adherent to the surface after normal cleaning and sterilisation®.
Therefore; if dental tissues are both infectious and susceptible to -
infection, then dental instruments are a potential mechanism for the
secondary transmission of vCID. Dentistry could be a particularty
significant route of transmission for the population as a whole, due to
the large number of routine procedures undertaken and also because
dental patients have a normal life expectancy. This is in contrast with
other transmission routes, such as biood transfusion and
neurosurgery, where procedures are often carried out in response to.
some life-threatening condition. Additionally, the ubiquity of dental
procedures and the lack of central records on dental procedures means
that should such transmission occur, then it would be difficult to detect
and control.

3..:'_"t’:ases of vCID transmission arising from dental proced[Jres have

‘been reported to date 3, previous DH risk assessments*® have
focused on two possible mechanisms for the transfer of vCID infectivity
via dental instruments; accidental abrasion of the lingual tonsil and
endodontic procedures that involve contact with dental pulp. In
considering these assessments, SEAC agreed that the risk of
transmission via accidental abrasion of the lingual tonsil appears very
low. However, the risk of transmission via endodontic procedures may
be higher and give rise to a self sustaining vCID epidemic under
circumstances where (i) dental pulp is infective, (ii) transmission via
endodontic instruments is efficient and (iii) a large proportion of vCID
infections remain in a subclinical carrier state (SEAC 91, February
2006). In light of this, SEAC advised that restricting endodontic files

and reamers to single use be considered . SEAC recommended
reassessment of these issues as new data emerge.

New research

4, Preliminary, unpublished results of research from the Health

Dembtactinn Anancsis mimand Ak ndAdeacrims cAamana AF FhA rtnearbainkiae in

http://www.seac.gov.uk/statements/state—vcid—dentrgashtm
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2 risk assessments, were reviewed by SEAC (SEAC 97, May 2007).

e prion agent used in these studies is closely related to the vCID

ent. This research, using a mouse model, shows that following

xculation of mouse-adapted bovine spongiform encephalopathy

SE) directly into the gut, infectivity subsequently becomes

despread in tissues of the oral cavity, including dental pulp, salivary

inds and gingiva, during the preclinical as well as clinical stage of

sease, -

It is not known how closely the level and distribution of infectivity in
-2 oral cavity of infected mice reflects those of humans infected with
JD, as there are no comparable data from oral tissues, in particular
ntal pulp and gingiva, from human subclinical or dlinical vCID

ses’. Although no abnormal prion protein was found in a study of
iman dental tissues, including dental pulp, salivary glands and
1giva from vCID cases , the relationship between levels of infectivity

d abnormal prion protein is unclear®, Infectivity studies underway

ing the mouse model and oral tissues that are presently available

ym human vCID cases will provide some comparable data. On the (
sis of what is currently known, there is no reason to suppose that &y
a mouse is not a good model for humans in respect to the :

stribution of infectivity in oral tissues. Furthermore, the new data are

nsistent with published results from experiments using a hamster - -

rapie model® .

A second set of experiments using the same mouse model showed

at non-invasive and transient contact between gingival tissue and

e dental files contaminated with mouse-adapted BSE brain

mogenate transmits infection very efficiently. It is not known how

‘icient gingival transmission would be if dental files were

ntaminated with infectious oral tissues and then subsequently

:aned and sterilised, a situation which would more closely model

iman dental practice. Further studies using the mouse model that

wuid be more representative of the human situation, comparing oral .
sues with a range of doses of infectivity, cleaned and sterilised files :
d the kind of tissue contact with instruments that occurs during Q
ntistry, shouid be considered.

SEAC considered that the experiments appear well designed and the
nclusions justified and reliable, while recognising that the research is
:omplete and confirmatory experiments have yet to be completed. It
recommended that the research be completed, submitted for peer-
view and widely disseminated as-soon as possible so others can
nsider the implications. Nevertheless, these preliminary data

srease the possibility that some oral tissues of humans infected with
JD may potentially become infective during the preclinicat stage of

2 disease. In addition, they increase the possibility that infection

uid potentially be transmitted not only via accidental abrasion of the
gual tonsil or endodontic procedures but a variety of routine dental
pcedures. Implications for transmission risks

The new findings help refine assumptions made about the level of
‘ectivity of dental pulp and the stage of incubation period when it
comes infective in the risk assessment of vCID transmission from

N -SSR TS SUUIPIE - PPN ISR £ § SN U SRS
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patient in 10 000 were to be carrying infection (equivalent to about 6

000 people across the UK - the best current estimatell), the data
suggest that in the worst case scenario envisaged in the risk
assessment, re-use of endodontic files and reamers might lead to up
to 150 new infections per annum. It is not known how many of those
infected would go on to develop clinical vCID. In addition, transmission
via the re-use of endodontic files and reamers could be sufficiently
efficient to cause a self-sustaining vCID epidemic arising via this route.

9. These results increase the importance of obtaining reliable
estimates of vC1D infection prevalence. Data that will soon be available
from the National Anonymous Tonsil Archive may help refine this
assessment and provide evidence of the existence and extent of
subclinical vCID infection in tonsillectomy patients. Further data, such
as from post mortem tissue or blood donations, will be requured to

assess prevalence in the general UK population®Z,

10 Recent gu:dance issued by DH to dentists to ensure that

(‘ 2ntic files and reamers are treated as single usel3 is welcomed

and viould, as long as it is effectively and quickly implemented,
prevent transmission and a self-sustaining epidemic arising via this
route. However, the extent and monitoring of compliance with this

"guidance in private and National Health Service dental practice is
unclear.

11. The new research also suggests.that dental procedures involving
contact with other oral tissues, inciuding gingiva, may also be capable
of transmitting vCID. In the absence of a detailed risk assessment
examining the potential for transmission via ail dental procedures, it is
not possible to come to firm conclusions about the implications of
these findings for transmission of vCID. However, given the patential
for transmission by this route serious consideration should be given to
assessing the options for reducing transmission risks such as
zmprovnng decontamination procedures and practice or the
Crnentatlon of single use instruments.

12, The size of the potential risk from interactions between the dental
and other routes of secondary transmission, such as blood transfusion
and hospital surgery, to increase the likelihood of a self-sustaining
epidemic is unclear.

13. It |s likely to be difficult to distinguish clinical vCID cases arising

- from dietary exposure to BSE from secondary transmissions via dental
procedures, should they arise, as a large proportion of the population
is likely both to have consumed contaminated meat and undergone
dentistry. However, an analysis of dental procedures by patient age
may provide an indication of the age group in which infections, if they
occur, would be most likely to be observed. Should the incidence of
clinical vCID cases in this age group increase significantly, this may
provide an indication that secondary transmission via dentistry is
occurring. Investigation of the dental work for these cases may provide
supporting data. There is no clear evidence, to date, based on '
surveillance or investigations of clinical vCID cases, that any vCID
cases have been caused by dental procedures but this possibility

nnnnn = s snremloiAAA
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nclusions

i. Preliminary research findings suggest that the potential risk of
ansmission of vCID via dental procedures may be greater than
eviously anticipated. Although this research is incomplete, uses an
1imal model exposed to relatively high doses of infectivity, and there
e no data from infectivity studies on human oral tissues, these °
idings suggest an increased possibility that vCID may be relatively
ficiently transmitted via a range of dental procedures. Ongoing
fectivity studies using human oral tissues and the other studies
ggested here will enable more precise assessment of the risks of .
1D transmission through dental procedures, -

». Guidance was issued to dentists earlier this year recommending
at endodontic files and reamers be treated as single use which,
ovided it is adhered to, will remove any risk of a self-sustaining
idemic arising from re-use of these instruments. To minimise risk it

critical that appropriate management and audit is in place, both for

1S and private dentistry.

v, It is also critical that a detailed and comprehensive assessment of
e risks of all dental procedures be conducted as a matter of urgency.
hile taking into account the continuing scientific uncertainties, this

Il allow a more thorough consideration of the possible public health
iplications of vCID transmission via dentistry and the identification of
issible additional precautionary risk reduction measures. The
sessment will require continued updating as more evidence becomes
-ailable on the transmissibility of vCID by dental routes, and on the
evalence of infection within the population. A DH proposal to

nvene an expert group that includes dental professionals to expedite
ch an assessment is welcomed. Given the potential for transmission
1 dentistry, consideration should be given to the urgent assessment
new decontamination technologies which, if proved robust and
fective, could significantly reduce transmission risks.

:AC
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