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The existence of shared antigenic sites between the polysaccha-
des and the gangliosides may relate to the poor immune response
gainst the E. coli K1 and N. meningitidis group B capsular antigens.®
‘Fhis does not necessarily mean that antibodies against these poly-

ccharides are dangerous since naturally occurring autoantibodies
against common glycolipids are present in human beings without
using obvious harmful consequences.’

Tommy SODERSTROM, M.D.
Gunnar Hansson, M.D.
GOrAN Larson, M.D.
University of Géteborg

413 46 Goteborg, Sweden School of Medicine

1; Kasper DL, Winkelhake JL, Zollinger WD, Brandt BL, Artenstein MS.
Immunochemical similarity between polysaccharide antigens of Escherichia
coli O7:K1 (L):NM and group B Neisseria meningitidis. J Immunol 1973;
110:262-8.

2. Finne ], Leinonen M, Mikeld PH. Antigenic similarities between brain com-
ponents and bacteria causing meningitis: implications for vaccine develop-
ment and pathogenesis. Lancet 1983; 2:355-7.

3. Gotschlich EC, Lion TY, Artenstein MS. Human immunity to the meningo-

. coccus. IIl. Preparation and immunochemical properties of the group A,
group B and group C meningococcal polysaccharides. J Exp Med 1969;
129:1349-65. '

4. Soderstrdom T, Stein K, Brinton CC Jr, et al. Serological and functional
properties of monoclonal antibodies to Escherichia coli type 1 pilus and
capsular antigens. Prog Allergy 1983; 33:259-74.

5. Hansson GC, Karlsson KA, Larson G, McKibbin JM, Blaszczyk H. Mouse
monoclonal antibodies against human cancer cell lines with specificities for
blood groups and related antigens. J Biol Chem 1983; 258:4091-7.

6. Jann K, Jann B. The K antigens of Escherichia coli. Prog Allergy 1983;
33:53-79.

7. Richards RL, Alving C. Immune reactivities of antibodies against glycoli-
pids. In: Sweeley CC, ed. Cell surface glycolipids. Washington, D.C.: ACS
Symposium Series 128, 1980:461-73.

SODIUM HYDROXIDE DECONTAMINATION OF
CREUTZFELDT-JAKOB DISEASE VIRUS

To the Editor: A useful method of chemical (sodium hydroxide)
decontamination of the virus of Creutzfeldt-Jakob disease (GJD)
has been successfully tested in our laboratory. In view of the mount-
ing concern of medical and paramedical personnel about contact
with patients with CJD or their tissues, we have attempted to devel-
op practical decontamination procedures for laboratory and hospi-
tal use.

In an earlier report,! we documented the effectiveness of a one-
hour exposure to 0.5 per cent sodium hypochlorite (1:10 dilution of
household bleach) for inactivation of a guinea pig—adapted strain of
CJD virus in tissue suspensions that contained about the same con-
¢centration of virus (5 to 6 log,oLDse per gram of tissue) as infected
human brain tissue. In practice, however, the use of hypochlorite is
limited by its variably corrosive effects on fabrics, metals, and skin.
" Because 6 to 8 M urea has been reported to produce nearly com-
plete or complete inactivation of partially purified scrapie virus,?
and because urea is noncorrosive and innocuous to skin, it would
appear to be an ideal candidate as a decontaminant; however, we
have found 8 M urea to be almost without effect on crude tissue

‘suspensions of either scrapie or GJD virus.

We have now found that exposure of a crude 10 per cent brain
suspension or of brain-tissue fragments from guinea pigs infected
with CJD virus to either 1 N or 0.1 N sodium hydroxide for one hour
at room temperature inactivates all detectable infectivity: the un-
treated control brain contained 5.5 log;oLDse per gram of tissue,
and there were no deaths at the lowest testable (1071) dilution of
treated brain. We have also found that, unlike hypochlorite, 1 N
sodium hydroxide sterilizes the much higher titers that are present
in brain tissue of hamsters infected with the 263K strain of scrapie
virus, and thus may be presumed to provide a greater margin of
potency than hypochlorite for the inactivation of CJD virus. Sodium

~ hydroxide at these concentrations is less corrosive to many fabrics,

plastics, and metals than is hypochlorite ion. It may also be prefer-
able for the decontamination of skin, since personal experience has
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shown that a2 10-minute exposure of finger or forearm skin can be
tolerated with only minor irritation.

Previous experiments with the viruses of both CJD and scra-
pie'** have demonstrated that chemical inactivation by most disin-
fectants is largely completed within the first few minutes of exposure
and that little if any additional inactivation occurs after longer pe-
riods of time. Experiments currently in progress will show whether
this is also true for sodium hydroxide.

We still recommend autoclave sterilization for one hour at 121°C?
or at higher temperatures® when possible. When the autoclave is
impractical we recommend a one-hour exposure to 1 N sodium
hydroxide; we have found that sodium hydroxide is less corrosive
than hypochlorite for all materials except aluminum and that its
nonvolatile properties are especially desirable in the decontamina-
tion of work surfaces. We suggest that contaminated skin may be
disinfected with little hazard by 5 to 10 minutes of exposure to | N
sodium hydroxide, followed by extensive washing with water.

Paur Brown, M.D.

RoeerT G. RoHwER, Pu.D.

D. CarLeTON GAjDUSEK, M.D.
National Institute of
Neurological and Communicative

Bethesda, MD 20205 Disorders and Stroke

1. BrownP, Gibbs CJ Jr, Amyx HL, et al. Chemical disinfection of Creutzfeldt~
Jakob disease virus. N Engl J Med 1982; 306:1279-82.

2. Hunter GD, Gibbons RA, Kimberlin RH, Millson GC. Further studies of the
infectivity and stability of extracts and homogenates derived from scrapie
affected mouse brains. § Comp Pathol 1969; 79:101-8.

3. Brown P, Rohwer RG, Green EM, Gajdusek DC. Effect of chemicals, beat,
and histopathologic processing on high-infectivity hamster-adapted scrapie
virus. J Infect Dis 1982; 145:683-7.

4. Rohwer RG. Scrapie: virus-like size and virus-like susceptibility to inactiva-
tion of the infectious agent. Nature (in press).

S. Idem. Scrapie shows a virus-like sensitivity to heat inactivation. Science (in
press).

HYPOPARATHYROIDISM IN WILSON’S DISEASE

To the Editor: We enjoyed Dr. Scheinberg’s perceptive editorial
(Oct. 13 issue) on the value of investigating rare diseases.' Elucida-
tion of the mechanism of Wilson’s disease and the subsequent suc-
cessful treatment of this condition with penicillamine may also have
shed considerable light on the eticlogic mechanism of a rare birth
defect, Ehlers~Danlos syndrome (dermatorrhexis cutis hyperelas-
tica). This defect, which occurs spontaneously as a probable result
of mendelian inheritance, also appears to be associated with mater-
nal use of penicillamine in pregnancy.?

Penicillamine inhibits condensation of soluble tropocollagen be-
cause of affinity to the aldehyde. It chelates with unbound copper as
well as with zinc. It also causes mesenchymal suppression and alters
elastin cross-linking by lysine aldehyde condensation. It has been
suggested that penicillamine is less teratogenic in pregnant women
with Wilson’s disease than in pregnant women taking it for other
conditions.? One possible explanation for the reduction in terato-
genicity is that in patients with Wilson’s disease sufficient copper
remains unchelated to meet fetal requirements. Support for this
theory has been demonstrated by Hurley and her co-workers, who
showed that the teratogenicity of penicillamine in rats could be
reduced by dietary supplementation with copper.®

We offer this as another example of how the results of investigat-
ing a disease that practically “no one’s got” may have some unusual
and unexpected benefits.
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