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FIELD OF THE INVENTION The present invention relates to methods and
compositions for the treatment of  neural disorders. In particular, but not
exclusively, the invention relates to  methods and compositions for
restoring or improving neural transmission in l0 damaged nerve cells.
Certain aspects of the invention relate to methods and  compositions for
treatment of non-demvelinating neural disorders. Other  aspects of the
invention relate to methods of treatment of autoimmune  diseases
selected from the group consisting of lupus, psoriasis, eczema,  thyroiditis,
and polymyositis; and certain aspects of the invention relate to a  15
medicament for treatment of such diseases. BACKGROUND OF THE
INVENTION PCT publications W003/004049 and W003/064472 describe
therapeutic agents  and treatments which are based on a serum
composition with many surprising  20 beneficial effects. The respective
content of each of these two texts is incorporated in full by specific
reference. In particular, the reader is referred to  them for an
understanding of how the therapeutic agent can be prepared, and  for the
indications which can be treated. Typically a goat is immunised with
HIV-3B viral lysate raised in H9 cells. The  25 resulting serum is believed
to be active against HIV, and multiple sclerosis. The  reader is further
referred in particular to the section on pages 3 and 4 of  W003/004049
headed 'Example of Production of Goat Serum` for further details  of the
production of serum. This section is incorporated herein by reference.
The use of HIV-3B viral lysate as an immunogen is not believed to be
essential WO 2005/097183 PCT/GB2005/050046  2 for the production of
active serum; it is believed that a medium which has been  used for
growth of a viral culture, or which is suitable for such growth, may also  



produce a suitable response when used as an immunogen. The supernate
of a  cell culture growth medium such as PBMC or the cancer immortal
cell line as 5 used to grow HIV-3B are given as an example. The HIV or
other virus does not  need to be present to produce an effective
immunogen to create the  composition. Other suitable immunogens are
recited on pages 12 and 13 of  W003/064472. The serum is believed to be
effective against HIV and against multiple sclerosis.  to An important
component of the activity of the serum is suggested in  W003/064472 as
being anti-HLA or anti-FAS activity. Such antibody  components would be
expected to be relatively slow acting. The same publication also suggests
that the serum may be used to treat  traumatic axonal or nerve damage,
and that the serum may also include some  15 neural growth factor (NGF)
activity, and may function in remyelinating demyelinated traumatically
damaged nerves. Again, such activity would be  expected to be relatively
slow acting. The present applicants have now surprisingly determined that
the serum  composition has an additional rapid effect on deteriorated
nerves, with  20 preliminary observations suggesting that a relatively rapid
restoration of transmission of nerve impulses may occur. It is thought that
this rapid effect  may apply to both demyelinated and non-demyelinated
deteriorated nerves.  The detection of this rapid effect on nerve
transmission suggests that the  serum must contain some active
component other than I!GF activity, which is 25 relatively fast acting. This
realisation leads to important new insights regarding  the nature of neural
disorders which may be treated with the serum. In  particular, the
inventors have now realised that the serum may be effectively  used for
the treatment of neural disorders which are non-demyelinating, and for
the treatment of non-traumatic demyelinating disorders. These insights
have 30 been based on the newly-Identified rapid effect on nerve
transmission, and WO 2005/097183 PCT/GB2005/050046  3 would not
have been expected based on the previously-identified slow NGF-like  



activity imputed to the serum. Further, the inventors believe that the serum
composition may be useful in the  treatment of certain autoimmune
diseases. There are a number of autoimmune  5 or immune-mediated
diseases found in humans. Current therapies for such diseases generally
involve either the administration of immune suppressants, or  the
administration of steroids. Some of the main autoimmune diseases are as
follows. Systemic lupus erythematosus is a chronic autoimmune disease
in which the  10 patient's antibodies attack healthy tissues and organs.
The severity may range  from mild to life threatening. Lupus may also
affect the skin, causing a rash and  lesions, usually across the face and
upper part of the body. Psoriasis is a common, chronic skin disorder which
is believed to be  autoimmune in nature. 15 Eczema is another common
skin disorder, which is believed to have an  autoimmune component.
Thyroiditis mainly has an autoimmune cause, in which the patient's
antibodies  attack the thyroid. Polymyositis is an autoimmune
neuromuscular diseases, leading to limb and  20 neck weakness,
sometimes associated with muscle pain. There is a need for an alternative
treatment for these disorders.  SUMMARY OF THE INVENTION
According to a first aspect of the present invention, there is provided a
method  25 of treatment of a non-demyeiinating neural disorder, the
method comprising  administering a serum composition obtained from a
goat after challenge with  an immunogen. WO 2005/097183
PCT/G82005/050046  4 The serum composition may be as previously
described in W003/004049 and  W003/064472. The immunogen may
comprise HIV, in intact host cells, cell-free  extracts, viral lysate, or a
mixture thereof. Alternatively, the immunogen may  be a medium suitable
for growth of a viral culture. Other suitable immunogens 



5 are described in W003/004049 and W003/064472. An example of
preparation  of goat serum is given below. Examples of non-demyelinating
disorders which may be treated in accordance  with the present invention
include cerebrovascular ischaemic disease;  Alzheimer's disease;
Huntingdon's chorea; mixed connective tissue diseases; to scleroderma;
anaphylaxis; septic shock; carditis and endocarditis; wound  healing;
contact dermatitis; occupational lung diseases; glomerulnephritis;
transplant rejection; temporal arteritis; vasculitic diseases; hepatitis; and
burns.  All of these disorders may have an inflammatory component, but
are believed  to be additionally treatable based on the non-demyelinating
neural aspect of 15 the disorder. Further non-demyelinating disorders
which may be treated, and  which are considered to have a degenerative
component include multiple  system atrophy; epilepsy; muscular
dystrophy; schizophrenia; bipolar disorder;  and depression. Other
non-demyelinating disorders which may be treated  include
channelopathies; myaesthenla gravis; pain due to malignant neoplasia; 20
chronic fatigue syndrome; fibromyositis; irritable bowel syndrome; work
related  upper limb disorder; cluster headache; migraine; and chronic daily
headache.  The serum composition is preferably administered in a dosage
of between 0.01  and 10 mg/kg to the subject; more preferably between
0.01 and 5 mg/kg,  between 0.05 and 2 mg/kg, and most preferably
between 0.1 and 1 mg/kg. 25 The precise dosage to be administered may
be varied depending on such  factors as the age, sex and weight of the
patient, the method and formulation  of administration, as well as the
nature and severity of the disorder to be  treated. Other factors such as
diet, time of administration, condition of the  patient, drug combinations,
and reaction sensitivity may be taken into account. 30 An effective
treatment regimen may be determined by the clinician responsible  for the
treatment. One or more administrations may be given, and typically the
WO 2005/097183 PCT/GB2005/050046  5 benefits are observed after a
series of at least three, five, or more  administrations. 



The serum composition may be administered by any effective route,
preferably  by subcutaneous injection, although alternative routes which
may be used  5 include intramuscular or intralesional injection, oral,
aerosol, parenteral, or  topical. The serum is preferably administered as a
liquid formulation, although other  formulations may be used. For example,
the serum may be mixed with suitable  pharmaceutically acceptable
carriers, and may be formulated as solids (tablets, 10 pills, capsules,
granules, etc) in a suitable composition for oral, topical or  parenteral
administration. The invention also provides a pharmaceutical composition
comprising serum  obtained from a goat after challenge with an
immunogen, for use in treatment  of a non-demyelinating neural disorder.
15 The serum according to the invention may also be used in the
preparation of a  medicament for treatment of a non-demyelinating neural
disorder. A further aspect of the invention provides a method of improving
neural  transmissions in non-demyelinated damaged nerves, the method
comprising  administering a serum composition obtained from a goat after
challenge with  20 an immunogen. The invention also provides a method
of restoring neural transmission in  degenerated nerves, the method
comprising administering a serum composition  obtained from a goat after
challenge with an immunogen. The nerves may be  demyelinated or
non-demyelinated. Surprisingly, it has been identified that the 25 action of
the serum on damaged nerves may be effective on both demyelinated
and non-demyelinated nerves. Accordingly, we have also identified a
number of specific demyelinating  disorders which may be treated using
the serum. The invention thus further  provides a method of treatment of a
demyelinating neural disorder, comprising WO 2005/097183
PCT/GB2005/050046  6 administering a serum composition obtainable
from or obtained from a goat  after challenge with an immunogen, the
neural disorder being selected from the  



group comprising infections of the nervous system; nerve entrapment and
focal  injury; traumatic spinal cord injury; brachial plexopathy (idiopathic
and 5 traumatic, brachial neuritis, parsonage turner syndrome, neuralgic
amyotrophy); radiculopathy; channelopathies; and tic douloureux. Also
treatable are multifocal motorneuropathy with persistent block; and
chronic inflammatory demyelinating polyneuropathy (CIDP). According to
a further aspect of the present invention, there is provided a  10 method of
treatment of an autoimmune disorder selected from the group  comprising
lupus, psoriasis, eczema, thyroiditis, and polymyositis in a human,  the
method comprising administering a serum composition obtained from a
goat after challenge with an immunogen. In one embodiment, the disorder
is lupus. In one embodiment, the disorder is  15 psoriasis. In one
embodiment, the disorder is eczema. In one embodiment, the  disorder is
thyroiditis. In one embodiment, the disorder is polymyositis. The serum
composition may, but need not, comprise anti-HLA antibody. It is  believed
that this may play a role in the activity of the serum. A further aspect of the
invention provides a method of treatment of an  20 autoimmune disorder
selected from the group comprising lupus, psoriasis,  eczema, thyrolditis,
and polymyositis in a human, the method comprising  administering a
serum composition obtainable from a goat after challenge with  an
immunogen. The present invention also provides the use of a serum
composition obtained  25 from a goat after challenge with an immunogen
in the manufacture of a  medicament for the treatment of an autoimmune
disorder selected from the  group comprising lupus, psoriasis, eczema,
thyroiditis, and polymyositis in a  human. The use of a serum composition
obtainable from a goat after challenge  with an immunogen in the
manufacture of a medicament for the treatment of WO 2005/097183
PCT/GB2005/050046  7 an autoimmune disorder selected from the group
comprising lupus, psoriasis,  eczema, thyroiditis, and polymyositis in a
human is also provided. 



Also provided is a pharmaceutical composition for the treatment of an
autoimmune disorder selected from the group comprising lupus, psoriasis,
5 eczema, thyroiditis, and polymyositis in a human, the composition
comprising a serum composition obtained from a goat after challenge with
an immunogen,  suitable for administration to a patient. Examples of
pharmaceutical compositions include any solid (tablets, pills,  capsules,
granules, ointments, etc) with suitable composition for oral, topical, or  10
parenteral administration; fluids suitable for injection; or aerosols suitable
for  administration to a patient. The compositions may include a carrier.
According to a further aspect of the present invention, there is provided a
method of treatment of an autoimmune disorder selected from the group
comprising lupus, psoriasis, eczema, thyroiditis, and polymyositis in a
patient, i5 the method comprising administering a serum composition
comprising anti-HLA  antibody. It is believed that at least a component of
the serum activity is linked  with anti-HLA activity; the activity may reside
in the antibody itself or in some  other factor associated with the antibody.
Preferably the anti-HLA antibody is  goat anti-HLA antibody. The antibody
may be polyclonal. 20 BRIEF DESCRIPTION OF THE DRAWINGS
Figure 1. "Visual Evoked Potentials pre-treatment". Pre-treatment. Visual
evoked potentials, recorded from the occipital cortex in  response to
standard checkerboard stimuli (OZ-FZ), a) 3 individual runs. b)  25 The
same runs, superimposed. c) Mean response. Figure 2. "Visual Evoked
Potentials post-treatment". Post-treatment. Using the same recording
paradigm as for Figure 1, 30  minutes after sub-cutaneous injection of
Aimspro. a) 2 individual runs. b) WO 2005/097183 PCT/GB2005/050046
The same runs, superimposed. c) Mean response. A reproducible P100
response is now evidence, with a markedly delayed latency of 165ms.
DETAILED DESCRIPTION OF THE INVENTION  5 Example of
Production of Goat Serum 



A goat was inoculated by intramuscular injection with lysed HIV viral
cocktail  and formulated with Freund's adjuvant. The virus was previously
heat killed at  60C for 30 minutes. Blood samples were drawn after an
appropriate interval,  such as two weeks, for initial assessment. In the
optimised procedure, the goat 10 is injected every week for four weeks,
then at six weeks the animal is bled to  obtain the reagent. Approximately
400 cc of blood is drawn from the goat under sterile technique.  The area
for needle extraction is shaved and prepared with betadine. An 18- gage
needle is used to draw approximately 400 cc of blood from the animal. Of
15 note is that the animal can tolerate approximately 400 cc of blood
drawn  without the animal suffering any untoward effects. The animal does
not have to  be sacrificed. The animal can then be re-bled in
approximately 10 to 14 days  after it replenishes its blood volume. The
presence of potentially useful antibodies was confirmed, having regard to
20 the desired antibody activity. Once the presence of such reagents was
confirmed, blood was then taken from the goat at between 4-6 weeks. The
base blood product in order to create the reagent is then centrifuged to
create the serum. 300 ml of serum was then filtered to remove large clots
and  particulate matter. The serum was then treated with supersaturated
ammonium 25 sulphate (45lo solution to room temperature), to precipitate
antibodies and  other material. The resulting solution was centrifuged at
5000 rpm for five  minutes, after which the supernatant fluid was removed.
The precipitated  immunoglobulin was resuspended in phosphate-buffered
saline (PBS buffer, see WO 2005/097183 PCT/GB2005/050046  9
Sambrook et al, 'Molecular Cloning: A Laboratory Manual', 1989) sufficient
to  redissolve the precipitate. The solution was then dialysed through a
membrane with a molecular weight  cut off of 10,000 Daltons. Dialysis was
carried out in PBS buffer, changed every  5 four hours over a period of 24
hours. Dialysis was carried out at 4C. After 24 hours of dialysis the
contents of the dialysis bag were emptied into a  



sterile beaker. The solution was adjusted such that the mass per unit
volume =  10 mg per ml. The dilution was carried out using PBS. The
resulting solution  was then filtered through a 0.2 micron filter into a sterile
container. After 10 filtration, the solution was aliquoted into single dosages
of imi and stored at - 22C prior to use. The composition is referred to
herein as AIMSPRO serum.  Neural disorders Acute optic neuritis is a
common manifestation of multiple sclerosis. It presents  15 as an episode
of monocular blurring of central vision, with a pronounced effect  on colour
discrimination. While spontaneous resolution usually follows,  successive
attacks may result in irreversible and often slowly progressive, visual
loss'. No medication has been available to improve visual function in these
chronically affected patients. Here we present evidence of a promising 20
approach to therapy along with electrophysiological indications of a
remarkable  rapidity of onset. Six multiple sclerosis patients with stable
visual dysfunction due to chronic optic  neuropathy (2 males, 4 females,
aged from 32 to 42 years, disease duration 8  to 16 years) were treated
with a product referred to as Aimspro, which is 25 obtained from purified
goat serum as described above and in W003/004049  and W003/064472.
Administration of the drug was iml by sub-cutaneous  injection, generally
self-administered after the first or second dose. The  frequency of
administration, adjusted according to response, varied from once,  to three
times weekly. No patient had received the product previously, but one WO
20051097183 PCTIGB2005/050046  (Case 2) had been taking interferon
beta-la (Rebif) for nearly a year: this  treatment was ceased the day prior
to treatment with Aimspro. Recordings  were carried out immediately prior
to the first injection, and at approximately  one hour, one week and 4 to 7
weeks thereafter. Prior to treatment, all s subjects described that their
vision had slowly and progressively deteriorated  over periods of from 3 to
14 years, and none could recall intervening periods of  what may have
represented acute optic neuritis. Corrected distance acuity (Snellen chart)
and colour vision (square root of total  



error score from the Farnsworth-Munsell 100-Hue test2) data, acquired
under  10 standardized lighting conditions, are presented (Table).
Monocular visual evoked potential (VEP) studies were carried out on each
occasion. Perimetry  was not performed. Sub-lingual temperature was
monitored and showed no  significant variability, within subjects, over
time. Data from left and right eyes  were considered to be independent for
analysis and colour vision scores were  15 treated as non-parametric for
statistical purposes. Comparison of pre-treatment and follow-up distance
acuities showed no  significant change and in only two eyes (Case 2 left
eye and Case 5 right eye)  was there an improvement of one line or more
on the Snellen chart. A  repeated measures analysis of variance (ANOVA)
test on the colour vision 20 scores, however, yielded F=(2,16,
23.73)=8.52, p=0.001. Within  approximately one hour of injection, there
was significant improvement in  colour vision (p=0.008, Z=-2.667,
Wilcoxon signed ranks test). Comparison of  pre-treatment and "one
week" values showed no significant difference  (p=0.055, Z=-1.923) but
comparison of pre-treatment and follow up data (at 4 25 to 7 weeks)
showed significant benefit (p=0.003, Z=-2.981). No significant  side effects
other than local pain and swelling at injection sites over the first  two to
three weeks, in three patients, were encountered. For cases 5 and 6, VEP
response latencies lay towards the upper limits of  normal. Pre-treatment
VEP studies from all but one of the remaining eyes  30 showed delay in
the P100 response, consistent with demyelination within visual WO
2005/097183 PCT/GB2005/050046  11 pathways. In only one instance
(Case 4 right eye) was no response obtainable  prior to treatment and this
was the only eye from the entire series to show a  significant change in
averaged cortical responses at any time during the  observation period.
This 42 year old female with secondary progressive 5 multiple sclerosis of
spinal onset in 1992, had complained of gradually  deteriorating vision
since 1998. There had been four periods of 3 to 7 days'  duration of
resolving blurring of vision between 1993 and 1997, but there had  



been no more recent episodic visual features in the history. Examination
showed bilateral optic atrophy and marked impairment of distance and
colour 10 vision. Pre-treatment full field pattern reversal VEP studies at
15:02hrs yielded  no reproducible tracings from the right eye (see figure
1). A test dose of  Aimspro (O.tml) was administered subcutaneously at
15:13hrs, followed by an  additional 0.9m1 at 15:25hrs. A markedly
delayed but reproducible P100  response could now be obtained at
15:43hrs, at 171ms (see figure 2). The 15 scalp leads had remained
attached throughout the study and test conditions,  including body
temperature, were monitored. While this neurophysiological  finding was
consistent with reversal of conduction block in severely  demyelinated
fibres, it was not accompanied by a clinically significant  improvement in
acuity data. The fact that no improvement in P100 latency 20 could be
detected from any eye over the study period argues against there  having
been significant remyelination during this time, further but observations  at
perhaps 6 months would be needed to assess this adequately. In
summary, non-blinded, uncontrolled observations in 6 patients with slowly
progressive visual dysfunction due to optic neuritis, show a significant  25
improvement in colour vision over the course of between 4 and 7 weeks of
treatment with a novel medication, Aimspro. Neurophysiological data from
one  affected eye in a patient with a five year history of marked visual
deficit are  consistent with an interpretation that the drug administration
caused a reversal  of axonal conduction block. Moreover, while this
phenomenon was shown to 30 have occurred within 30 minutes of
treatment, a clinical observation by the  author (unpublished observation)
on a 38 year old female patient with a WO 2005/097183
PCT/GB2005/050046  12 "spinal" relapse of relapsing remitting multiple
sclerosis, suggests that  "unblocking" may be seen within as little as ten
minutes. A further clinical  observation (unpublished observation) on a
patient with 18 years of stable  motor deficit following severe
Guillain-Barre syndrome suggests that the effect  5 may pertain to the
peripheral nervous system as well. 



Visual deficit in acute optic neuritis (as gauged by clinical and
neurophysiological examination) is thought to reflect axonal conduction
block  related to local inflammatory demyelinating activity4'5'6 but
inflammation seems  unlikely to be a persisting factor in chronically
affected cases such as the six io patients described above. A direct effect
of a component of the medication on  nerve transmission is, therefore,
suspected. Basic neurophysiological  techniques are now being
harnessed with a view to clarifying the mechanism of  action. Aimspro is a
serum product initially intended to provide high titer neutralizing  15
antibodies for use in HIV patients. Characterization of the serum has
revealed  a high titer of anti-HLA class 2 antibodies which are able to
inhibit a variety of  mixed lymphocyte reactions (unpublished
observations). As increased HLA class  2 expression on brain cells and
lymphocytes is recognized to be a major factor  in the inflammatory
process in multiple sclerosis, it was postulated that the 20 polycional
serum may be beneficial in multiple sclerosis and similar conditions  (for
review see Reference 1). Indeed, monoclonal antibodies against HLA
class  2 are under development by several companies. However, the
rapidity of the  clinical responses seen here suggests that other
mechanisms may be operating  in vivo. A delay in the inactivation of
sodium channels, and the blockade of 25 potassium channels have both
been shown to improve conduction in  experimentally demyelinated
axons. Alternatively, a removal of blockade of  axonal sodium channels by
endogenous substances such as nitric oxide6 may  explain the rapidity of
the drug effect. It is therefore possible that in addition  to any effects that
the serum may have in influencing immunological events, it  30 may also
affect the security of axonal conduction directly. WO 2005/097183
PCT/GB2005/050046  13  Autoimmune disorders The Aimspro product
may also be used for treatment of autoimmune disorders  as follows. A 1
ml aliquot of serum, prepared as described, is adjusted to'  5 provide a
dose of 0.1 mg/kg, and injected subcutaneously to a patient suffering 



from an autoimmune disease selected from the group comprising lupus,
psoriasis, eczema, thyroiditis, and polymyositis. The product was given to
a patient as follows. The male patient experienced  psoriasis de novo with
a first presentation which started on the hands but  10 spread over most of
lower legs and arms. The treating physician prescribed Timodine, then
Mometasone. By the end of the month, the condition was  widespread.
Prescribed Polytar emollient and referred to consultant  dermatologist who
confirmed acute psoriasis, and prescribed Mometasone,  Polytar and
Exorex, The treatment had little effect, with psoriasis worst on arms 15
and legs. Commenced AIMSPRO product on day 1, 1ml weekly. Day 5,
psoriasis  started improving. Day 23, exfoliating much improved. Increase
in dose to 2  amps weekly. After 2 months, patient much improved, and by
3 months and 18  days, psoriasis now considered resolved, and the
patient wished to stop  treatment. Thus given 1 amp weekly for 4/52, 2
amps weekly for 12/52; in total  20 28 amps over 16 weeks, There were
no side effects reported. WO 2005/097183 PCT/G82005/050046  14
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Neural 1990; 28, 243.  6. Youl BD, et al The pathophysiology of acute
optic neuritis: an association of  gadolinium leakage with clinical and
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15 7. Smith KJ, McDonald WI. The pathophysiology of MS: the
mechanisms  underlying the production of symptoms and the natural
history of disease.  Philos Trans R Sac Land B Biol Sci 1999; 354:
1649-1673. 8. Redford EJ, Kapoor R and Smith KJ, Nitric oxide donors
reversibly block  axonal conduction: demyelinated axons are especially
susceptible, Brain Part  20 12 (Dec 1997) 2149-57. WO 2005/097183
PCT/GB2005/050046  15  TABLE LEGEND: MS TYPE SP (Secondary
Progressive) RR (Relapsing  Remitting) 5 Dx yrs Years since probable
onset of multiple sclerosis  VsDtn yrs Years of progressive visual loss
EYE Right and left eyes are treated independently  P100 ms The P100
VEP positivity latency in milliseconds  VA pre Snellen chart derived visual
acuity pre-treatment 10 VA 1 hour As above, at about 1 hour post
treatment  VA 7 days As above, at 7 days VA FU As above, at follow-up
(4-7 weeks) CV pre Square root of the Farnsworth-Munsell 100-Hue Test
CV 1 hour As above, at about 1 hour post treatment 15 CV 7 days As
above, at 7 days  CV FU As above, at follow-up  NR No response WO
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17 CLAIMS:  1. Use of a serum composition obtained from a goat after
challenge with an  immunogen in the manufacture of a medicament for the
treatment of 5 autoimmune disorders; 



wherein the immunogen comprises HIV, in intact host cells, cell-free
extracts, viral lysate, or a mixture thereof and; wherein the autoimmune
disorder is selected from the group comprising  lupus, psoriasis, eczema,
thyroiditis, scleroderma and polymyotositis.  10 2. The use according to
claim 1 wherein the autoimmune disorder is  psoriasis. 3. Use of a serum
compostion obtained from a goat after challenge with an  immunogen for
the manufacture of a medicament; wherein the immunogen comprises
HIV, in intact host cells, cell-free  15 extracts, viral lysate, or a mixture
thereof and; wherein said medicament improves neural transmission in
non- demyelineated damaged nerves, 4. Use of a serum composition
obtained from a goat after challenge with an  immunogen for the
manufacture of a medicament; 20 wherein the immunogen comprises HIV,
in intact host cells, cell-free  extracts, viral lysate, or a mixture thereof and;
wherein said medicament restores neural transmission in degenerated
nerves. 


