




















real concerns about how we balance this with the issues about public confidence re
schools.

Case definition: RCPCH case definition published Friday a week ago, now adopted in the
UK and likely by WHO

Numbers — we appear to be close to 60 across the UK. One concern from the call
yesterday was that there appears to be some milder forms sitting on paediatric wards —
i.e. not fulfilling case definition but essentially children with very high CRP and a
symptom or two. Discussions about revision to case definition — on hold for the
moment. | am concerned that this will dilute the situation and artificially inflate figures.

Clinical picture: as before. There appear to be potentially 2-3 phenotypes; one with
multisystem inflammatory symptoms, one with shock and perhaps one with essentially
Kawasaki Disease (KD e.g. coronary artery aneurisms in young children) but refractory to
treatment

Larger numbers coming from across the world, where COVID has been an issue. Italy,
Spain, USA.

Deaths: 2 known deaths thus far, one London one Bristol. One was a 6 month old with
refractory Kawasaki Disease (KD) .

Severity — around 50% need PICU. As before

COVID status: | can’t give you the exact new numbers, but unchanged i.e. a proportion
around 25-30% test negative for virus but some later found to be serology positive
(where this is available).

The particular concerns for me from yesterday were four:

a. that some apparently very mild cases have been appearing — as above — potentially
inflating the numbers, although these are also increasing for the full syndrome

b. that some apparently very well children can suddenly deteriorate — this is rare
however

c. some reports, without clear data, that cardiac abnormalities are more common than
previously recognised when echoed. Raising concerns about longer term complications.
d. Aetiology and risk factors: The higher proportion from BME backgrounds has been
described before. A new concern was an apparently high proportion of parents who are
healthcare workers. This is very concerning and | emphasised the need to recognise this
is supposition, to collect good data and keep confidential for now until we have some
actual data. However the potential to worry the public is very high.

Aetiology; remains unclear. Speculation that this is a post-inflammatory condition due
to i) phenotype; ii) peaking 2-4 weeks after covid peak; iii) virus testing negative in some



patients. The absence of this syndrome in China/Japan/SK is puzzling, given that KD was
described in Japan plus high prevalence there, presumably genetic.

This remains very much a mostly London phenomenon, with 1-2 cases only in Scotland
and NI and a larger cluster in Wales. Which raises concerns about recognition.

Note the occurrence in teenagers — and likely a syndrome that overlaps with young
adults

Research

Brit Paediatric Surveillance Unit (BPSU) study started today. This is routine RCPCH rare
disease surveillance methodology but will now run weekly to all paediatricians in the
UK.

WHO is starting some surveillance as well — Uk people linked into this

Routine recruitment into Diamonds/ISARIC studies of patients notified through BPSU.

However | believe that a more comprehensive research strategy is needed —e.g.
encompassing a case-control study to examine risk factors such as ethnicity and parent
occupation, deprivation etc. We are working very closely with NHSE and we have
suggested that a formal joint Taskforce be formed to oversee the research and clinical
responses. We hope Steve Powis will agree to this.

Publicity

An Italian description of 10 cases of a KD-like syndrome will appear in Lancet later today
or tomorrow, with a commentary (by me and Liz Whittaker from Imperial — trying to
balance the importance of recognising the new syndrome with the public health
messages).

The UK experience has been submitted (NEJM).

These will undoubtedly raise public concern. The RCPCH is working hard to ensure that
messages are clear and recognise the bigger, public health picture.

| hope this is helpful. Let me know if you wish further information or have advice for us.

Best
Russell









Deaths: 2 known deaths thus far, one London one Bristol. One was a 6 month old with refractory
Kawasaki Disease (KD) .

Severity — around 50% need PICU. As before

COVID status: | can’t give you the exact new numbers, but unchanged i.e. a proportion around 25-30%
test negative for virus but some later found to be serology positive (where this is available).

The particular concerns for me from yesterday were four:

a. that some apparently very mild cases have been appearing — as above — potentially inflating the
numbers, although these are also increasing for the full syndrome

b. that some apparently very well children can suddenly deteriorate — this is rare however

c. some reports, without clear data, that cardiac abnormalities are more common than previously
recognised when echoed. Raising concerns about longer term complications.

d. Aetiology and risk factors: The higher proportion from BME backgrounds has been described before.
A new concern was an apparently high proportion of parents who are healthcare workers. This is very
concerning and | emphasised the need to recognise this is supposition, to collect good data and keep
confidential for now until we have some actual data. However the potential to worry the public is very
high.

Aetiology; remains unclear. Speculation that this is a post-inflammatory condition due to i) phenotype;
ii) peaking 2-4 weeks after covid peak; iii) virus testing negative in some patients. The absence of this
syndrome in China/Japan/SK is puzzling, given that KD was described in Japan plus high prevalence
there, presumably genetic.

This remains very much a mostly London phenomenon, with 1-2 cases only in Scotland and Nl and a
larger cluster in Wales. Which raises concerns about recognition.

Note the occurrence in teenagers —and likely a syndrome that overlaps with young adults

Research

Brit Paediatric Surveillance Unit (BPSU) study started today. This is routine RCPCH rare disease
surveillance methodology but will now run weekly to all paediatricians in the UK.

WHO is starting some surveillance as well — Uk people linked into this

Routine recruitment into Diamonds/ISARIC studies of patients notified through BPSU.

However | believe that a more comprehensive research strategy is needed — e.g. encompassing a case-
control study to examine risk factors such as ethnicity and parent occupation, deprivation etc. We are
working very closely with NHSE and we have suggested that a formal joint Taskforce be formed to
oversee the research and clinical responses. We hope Steve Powis will agree to this.

Publicity

An Italian description of 10 cases of a KD-like syndrome will appear in Lancet later today or tomorrow,
with a commentary (by me and Liz Whittaker from Imperial — trying to balance the importance of
recognising the new syndrome with the public health messages).

The UK experience has been submitted (NEJM).

These will undoubtedly raise public concern. The RCPCH is working hard to ensure that messages are
clear and recognise the bigger, public health picture.



| hope this is helpful. Let me know if you wish further information or have advice for us.

Best
Russell

















































































From: Jeremy Farrar

Sent: Fri, 13 Mar 2020 21:27:36 +0000

To: Fauci, Anthony (NIH/NIAID) [E];Victor Dzau
Subject: Washington

Tony

A privilege to know you and to observe and learn from your leadership, particularly over the last few
weeks in the media and elsewhere.

| may be in Washington on Wednesday and Thursday next week, with a few meetings, seeing Victor etc
— assuming still possible to fly UK-USA.

You are 24/7 | know, but if you had anytime, always great to see you.

Best wishes Jeremy

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. lts sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)



























This message may contain information that is not intended for you. If you are not the addressee or if this
message was sent to you by mistake, you are requested to inform the sender and delete the message.
The State accepts no liability for damage of any kind resulting from the risks inherent in the electronic
transmission of messages.



From: Jeremy Farrar

Sent: Sun, 1 Mar 2020 14:37:48 +0000
To: Fauci, Anthony (NIH/NIAID) [E]
Subject: Phone call

Sorry just not possible Saturday.

| can phone you any time after 2pm EST if you have 10 mins!

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. lts sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)







































e |s there anything more in relation to what would seem to be the two
possibilities

o Nature, Intermediate host, evolution and passage
e Future data you may have

e Advice on whether KA, AR, RG and EH should publish this.

These and other thoughts welcome in confidence.









From: Jeremy Farrar

Sent: Fri, 7 Feb 2020 06:09:31 +0000

To: Collins, Francis (NIH/OD) [E];Fauci, Anthony (NIH/NIAID) [E]
Subject: Revised draft

Attachments: Summary.Feb7.pdf

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. lts sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)









cases are derived. However this would require a prior hidden epidemic of sufficient magnitude and
duration for the adaptations to occur and there is no evidence of this. We also note that these features
did not emerge during the SARS epidemic, which involved extensive human to human transmission.

Selection in an animal host

Given the similarity of 2019-nCoV to bat SARS-like CoVs, particularly RaTG13, it is highly likely that bats
serve as the reservoir for this virus. However, previous human epidemics caused by betacoronaviruses
have involved intermediate (possibly amplifying) hosts such as civets and other animals (SARS) and
camels (MERS). It is therefore likely that an intermediate host would also exist for 2019-nCoV, although it
is unclear what that host may be. Given the mutations in key residues of the RBD in 2019-nCoV it seems
less likely that civets would be involved, although it is impossible to say with certainty at this stage.
Notably, provisional analyses reveal that Malayan pangolins (Manis javanica) illegally imported into
Guangdong province contain CoVs that are extremely similar to 2019-nCoV'". Although RaTG13 remains
the closest relative to 2019-nCoV across the genome as a whole, the Malayan pangolin CoVs are identical
to 2019-nCoV at all six key RBD residues. Analyses of these pangolin viruses are ongoing, although they
do not carry the furin cleavage site insertion.

For the virus to acquire the furin cleavage site and mutations in the spike proteins that appear to be
suitable for human ACE2 receptor binding, it seems plausible that this animal host would have to have a
high population density - to allow the necessary natural selection to proceed efficiently - and an ACE2
gene that is similar to the human orthologue. Since furin cleavage sites have not been observed in
sarbecoviruses before, it is unclear what conditions would be required for it to be acquired in the lineage
leading to 2019-nCoV.

Selection during passage

Basic research involving passage of bat SARS-like coronaviruses in cell culture and/or animal models have
been ongoing in BSL-2 for many years across the world, including in Wuhan (e.g.,'> ™). It is possible that
2019-nCoV could have acquired the RBD mutations and furin cleavage site as part of passage in cell
culture, which have been observed in previous studies with e.g., SARS-CoV*. However, it is less clear how
the O-linked glycans - if functional - would have been acquired, as these typically suggest the involvement
of an immune system, which is not present in vitro. In this scenario, it is also unclear how the virus would
be linked to the fact that the epidemic seemed to ‘take off’ at a particular food market, although the exact
role of this locality is currently uncertain.

Limitations and recommendations

The evolution scenarios discussed above are largely indistinguishable and current data are consistent
with all three. It is currently impossible to prove or disprove either, and it is unclear whether future data
or analyses will help resolve this issue. Identifying the immediate non-human animal source and
obtaining virus sequences from it would be the most definitive way of distinguishing the three scenarios.

The main limitation of what is described here is our clear ascertainment bias. We are looking for features
or evolutionary aspects that could help explain how 2019-nCoV lead to such a rapidly expanding human
epidemic, yet the specific features we are trying to find may be the exact features one would expectin a
virus that could lead to an epidemic of the magnitude currently observed. Before 2019-nCoV ‘took off’
and started the current epidemic, it is plausible that many stuttering transmission chains of highly similar
viruses could have entered the human population, but because they never took off they were never
sampled. It is extremely important to keep this in mind as any inference about the plausibility of various
scenarios about the evolution and/or epidemic potential of 2019-nCoV is attempted.

To further clarify the evolutionary origins and functional features of 2019-nCoV it would be helpful to
obtain additional data about the virus - both genetic and functional. This includes experimental studies of
receptor binding and the role of the furin cleavage site and predicted O-linked glycans. The identification
of a potential intermediate host of 2019-nCoV as well as sequencing of very early cases, including those
not connected to the market, could also help refute the passage scenario described above. Even in the



light of such data, however, it is not guaranteed that data can be obtained to conclusively prove all
aspects of the initial emergence of 2019-nCoV.
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duration for the adaptations to occur and there is no evidence of this. We also note that these features
did not emerge during the SARS epidemic, which involved extensive human to human transmission.

Selection in an animal host

Given the similarity of 2019-nCoV to bat SARS-like CoVs, particularly RaTG13, it is highly likely that bats
serve as the reservoir for this virus. However, previous human epidemics caused by betacoronaviruses
have involved intermediate (possibly amplifying) hosts such as civets and other animals (SARS) and
camels (MERS). It is therefore likely that an intermediate host would also exist for 2019-nCoV, although it
is unclear what that host may be. Given the mutations in key residues of the RBD in 2019-nCoV it seems
less likely that civets would be involved, although it is impossible to say with certainty at this stage.

For the virus to acquire the furin cleavage site and mutations in the spike proteins that appear to be
suitable for human ACE2 receptor binding, it seems plausible that this animal host would have to have a
high population density - to allow the necessary natural selection to proceed efficiently - and an ACE2
gene that is similar to the human orthologue. Since furin cleavage sites have not been observed in
sarbecoviruses before, it is unclear what conditions would be required for it to be acquired in the lineage
leading to 2019-nCoV.

Selection during passage

Basic research involving passage of bat SARS-like coronaviruses in cell culture and/or animal models have
been ongoing in BSL-2 for many years across the world, including in Wuhan (e.g.,'""). It is possible that
2019-nCoV could have acquired the RBD mutations and furin cleavage site as part of passage in cell
culture, which have been observed in previous studies with e.g., SARS-CoV*. However, it is less clear how
the O-linked glycans - if functional - would have been acquired, as these typically suggest the involvement
of an immune system, which is not present in vitro. In this scenario, it is also unclear how the virus would
be linked to the fact that the epidemic seemed to ‘take off’ at a particular food market, although the exact
role of this locality is currently uncertain.

Limitations and recommendations

The evolution scenarios discussed above are largely indistinguishable and current data are consistent
with all three. It is currently impossible to prove or disprove either, and it is unclear whether future data
or analyses will help resolve this issue. Identifying the immediate non-human animal source and
obtaining virus sequences from it would be the most definitive way of distinguishing the three scenarios.

The main limitation of what is described here is our clear ascertainment bias. We are looking for features
or evolutionary aspects that could help explain how 2019-nCoV lead to such a rapidly expanding human
epidemic, yet the specific features we are trying to find may be the exact features one would expect in a
virus that could lead to an epidemic of the magnitude currently observed. Before 2019-nCoV ‘took off’
and started the current epidemic, it is plausible that many stuttering transmission chains of highly similar
viruses could have entered the human population, but because they never took off they were never
sampled. It is extremely important to keep this in mind as any inference about the plausibility of various
scenarios about the evolution and/or epidemic potential of 2019-nCoV is attempted.

To further clarify the evolutionary origins and functional features of 2019-nCoV it would be helpful to
obtain additional data about the virus - both genetic and functional. This includes experimental studies of
receptor binding and the role of the furin cleavage site and predicted O-linked glycans. The identification
of a potential intermediate host of 2019-nCoV as well as sequencing of very early cases, including those
not connected to the market, could also help refute the passage scenario described above. Even in the
light of such data, however, it is not guaranteed that data can be obtained to conclusively prove all
aspects of the initial emergence of 2019-nCoV.
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duration for the adaptations to occur and there is no evidence of this. We also note that these features
did not emerge during the SARS epidemic, which involved extensive human to human transmission.

Selection in an animal host

Given the similarity of 2019-nCoV to bat SARS-like CoVs, particularly RaTG13, it is highly likely that bats
serve as the reservoir for this virus. However, previous human epidemics caused by betacoronaviruses
have involved intermediate (possibly amplifying) hosts such as civets and other animals (SARS) and
camels (MERS). It is therefore likely that an intermediate host would also exist for 2019-nCoV, although it
is unclear what that host may be. Given the mutations in key residues of the RBD in 2019-nCoV it seems
less likely that civets would be involved, although it is impossible to say with certainty at this stage.

For the virus to acquire the furin cleavage site and mutations in the spike proteins that appear to be
suitable for human ACE2 receptor binding, it seems plausible that this animal host would have to have a
high population density - to allow the necessary natural selection to proceed efficiently - and an ACE2
gene that is similar to the human orthologue. Since furin cleavage sites have not been observed in
sarbecoviruses before, it is unclear what conditions would be required for it to be acquired in the lineage
leading to 2019-nCoV.

Selection during passage

Basic research involving passage of bat SARS-like coronaviruses in cell culture and/or animal models have
been ongoing in BSL-2 for many years across the world, including in Wuhan (e.g.,'""). It is possible that
2019-nCoV could have acquired the RBD mutations and furin cleavage site as part of passage in cell
culture, which have been observed in previous studies with e.g., SARS-CoV*. However, it is less clear how
the O-linked glycans - if functional - would have been acquired, as these typically suggest the involvement
of an immune system, which is not present in vitro. In this scenario, it is also unclear how the virus would
be linked to the fact that the epidemic seemed to ‘take off’ at a particular food market, although the exact
role of this locality is currently uncertain.

Limitations and recommendations

The evolution scenarios discussed above are largely indistinguishable and current data are consistent
with all three. It is currently impossible to prove or disprove either, and it is unclear whether future data
or analyses will help resolve this issue. Identifying the immediate non-human animal source and
obtaining virus sequences from it would be the most definitive way of distinguishing the three scenarios.

The main limitation of what is described here is our clear ascertainment bias. We are looking for features
or evolutionary aspects that could help explain how 2019-nCoV lead to such a rapidly expanding human
epidemic, yet the specific features we are trying to find may be the exact features one would expect in a
virus that could lead to an epidemic of the magnitude currently observed. Before 2019-nCoV ‘took off’
and started the current epidemic, it is plausible that many stuttering transmission chains of highly similar
viruses could have entered the human population, but because they never took off they were never
sampled. It is extremely important to keep this in mind as any inference about the plausibility of various
scenarios about the evolution and/or epidemic potential of 2019-nCoV is attempted.

To further clarify the evolutionary origins and functional features of 2019-nCoV it would be helpful to
obtain additional data about the virus - both genetic and functional. This includes experimental studies of
receptor binding and the role of the furin cleavage site and predicted O-linked glycans. The identification
of a potential intermediate host of 2019-nCoV as well as sequencing of very early cases, including those
not connected to the market, could also help refute the passage scenario described above. Even in the
light of such data, however, it is not guaranteed that data can be obtained to conclusively prove all
aspects of the initial emergence of 2019-nCoV.
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Selection in an animal host

Given the similarity of 2019-nCoV to bat SARS-like CoVs, particularly RaTG13, it is highly likely that bats also
serve as the reservoir for this virus. However, previous human epidemics caused by betacoronaviruses
have involved intermediate (possibly amplifying) hosts such as civets (SARS) and camels (MERS). It is
therefore likely that an intermediate host would also exist for 2019-nCoV, although it is currently unclear
what that host may be. Given the mutations in key residues of the RBD in 2019-nCoV it seems less likely
that civets would be involved, although it is impossible to say with certainty at this stage.

For the virus to acquire the furin cleavage site and mutations in the spike proteins that appear to be
suitable for human ACE2 receptor binding, it seems plausible that this animal host would have to have a
very high population density, to allow the necessary natural selection to proceed efficiently, and an ACE2
gene that is similar to the human orthologue. Since furin cleavage sites have not been observed in this
group of viruses before, it is unclear what conditions would be required for it to be acquired in the lineage
leading to 2019-nCoV.

Selection during passage

Basic research involving passage of bat SARS-like coronaviruses in tissue culture and/or animal models
have been ongoing in BSL-2 for many years across the world, including in Wuhan (e.g.,""-'%). It is possible
that 2019-nCoV could have acquired the RBD mutations and furin cleavage site as part of passage in tissue
culture, which have been observed in previous studies with e.g., SARS-CoV4, However, it is less clear how
the O-linked glycans - if functional - would have been acquired, as these typically suggest the involvement
of an immune system, which is not present in vitro. In this scenario, it is also unclear how the virus would
be linked to the fact that the epidemic seemed to 'take off' at a particular food market, although the exact
role of this locality is currently uncertain.

Limitations and recommendations

The main limitation of what is described here is the clear ascertainment bias. We are looking for features
or evolutionary aspects that could help explain how 2019-nCoV could lead to a rapidly evolving human
epidemic, yet the specific features we are trying to find may be the exact features one would expect in a
virus that could lead to an epidemic of the magnitude currently observed. Before 2019-nCoV ‘took off and
started the current epidemic, it is plausible that many stuttering transmission chains of highly similar
viruses could have entered the human population, but because they never took off they were never
detected. It is extremely important to keep this in mind as any inference about the plausibility of various
scenarios about the evolution and/or epidemic potential of 2019-nCoV is attempted.

To further clarify the evolutionary origins and functional features of 2019-nCoV it would be helpful to obtain
additional data about the virus - both genetic and functional. This includes experimental studies of receptor
binding and the role of the furin cleavage site and O-linked glycans. The identification of a potential
intermediate host of 2019-nCoV as well as sequencing of very early cases, including those not connected
to the market, could also help refute the passage scenario described above. Even in the light of such data,
however, it is not guaranteed that data can be obtained to conclusively prove all aspects of the initial
emergence of 2019-nCoV.



Background:

Bat coronavirus RaTG13 is the closest relative to nCoV-2019. Two recombinant bat viruses are close in some
regions of the genomes. Pangolin virus?

Furin cleavage site rough notes about evolutionary origins:

Avian influenza example of natural and spontaneous evolution - get references and details.

There are two scenarios by which we could imagine the furin cleavage site could evolve.

1. As a human adaptation during the initial stages of the outbreak. The appearance of the mutation
may have then triggered a second phase of rapid transmission. All current genome sequences are
from this second phase and thus show limited diversity.

2. Adaptation to a non-human host prior to the jump to humans. This mutation is not seen in any bat
coronavirus and is thus unlikely to be adaptive in those species.

Thoughts on 1: is it likely to spontaneously appear in a relatively short amount of time (and presumably
small number of infections). It didn't happen in SARS with 8000 infections over 6 months. The link to the
market would then be spurious - some doubt on that already. Prediction would be that the
animal/environmental samples apparently found by China CDC would not have cleavage site.

Thoughts on 2: can we suggest a host where this cleavage site would likely be advantageous.
Ferrets/polecats? Rodents - bamboo rats (don't know if they are popular in China)? Circulating in wild
populations so limited prior human exposure until infected individual brought to the market.
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From: Jeremy Farrar

Sent: Sun, 2 Feb 2020 17:47:36 +0000

To: Michael RYAN;Bernhard Schwartldnder;Collins, Francis (NIH/OD) [E];Fauci,
Anthony (NIH/NIAID) [E];Dr Tedros

Subject: 2019nC-V

Mike and Bernhard
Thank you for phoning — very helpful, copying in Francis and Tony as well as Tedros.

Fully agree with your summary.

e Best is if this is addressed under the umbrella of WHO
e Has to be framed as ‘To understand the source and evolution of the 2019n-CoV”
o Within that a number of issues to be addressed including — Environmental and animal
sampling, human viral genome sequencing and analysis, and more
e Quickest is via a Working Group within an established structure rather than set something new
up
e Multiple options for this within WHO
e Mike and Bernhard will work out best approach
e Appreciate the urgency and importance of this issue in midst of a very troubling epidemic

e Gathering interest evident in the science literature and in mainstream and social media to the
question of the origin of this virus

e (Critical that responsible, respected scientists and agencies get ahead of the science and the
narrative of this and are not reacting to reports which could be very damaging.

e | am sure | speak for Francis and Tony when | say we are here and ready to play any constructive
role in this

® Do think this is an urgent matter to address (among many we appreciate)

e Fully agree to your comments on the GCM.

Hope that is a reasonable summary

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. lts sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)







































1st February (2nd Feb for Eddie)
Information and discussion is shared in total confidence and not to be shared until agreement on next
steps.

Dial in details attached.

Please mute phones.

1 will be on email throughout — email Paul or | Paul if any problems
If you cannot make it, | will phone you afterwards to update.

One Hour

6am Sydney

8pm CET

7pm GMT

2pm EST

1lam PST

(Hope | have the times right!)

Thank you for the series of calls and for agreeing to join this call.

Agenda
® Introduction, focus and desired outcomes - JF
e Summary — KA
e Comments - EH
s Q&A-All
e Summary and next steps - JF

Kristian Anderson
Bob Garry - | have not been able to contact Bob. Please forward if you can.
Christian Drosten
Tony Fauci

Mike Ferguson
Ron Fouchier
Eddie Holmes
Marion Koopmans
Stefan Pohlmann
Andrew Rambaut
Paul Schreier
Patrick Vallance
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Tony Fauci

Mike Ferguson
Ron Fouchier
Eddie Holmes
Marion Koopmans
Stefan Pohlmann
Andrew Rambaut
Paul Schreier
Patrick Vallance
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(Hope | have the times right!)

Thank you for the series of calls and for agreeing to join this call.

Agenda

e |ntroduction, focus and desired outcomes - JF

e Summary — KA

e Comments —EH

Q&A - All

e Summary and next steps - JF

Kristian Anderson

Bob Garry - | have not been able to contact Bob.

Christian Drosten
Tony Fauci

Mike Ferguson
Ron Fouchier
Eddie Holmes
Marion Koopmans
Stefan Pohlmann
Andrew Rambaut
Paul Schreier
Patrick Vallance

Please forward if you can.









Eddie Holmes
Marion Koopmans
Stefan Pohlmann
Andrew Rambaut
Paul Schreier
Patrick Vallance

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. lts sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)
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1lam PST
(Hope I have the times right!)

Thank you for the series of calls and for agreeing to join this call.

Agenda
e |ntroduction, focus and desired outcomes - JF
o Summary — KA
e Comments—EH

Q&A - All

e Summary and next steps - JF

Kristian Anderson
Bob Garry - | have not been able to contact Bob. Please forward if you can.
Christian Drosten
Tony Fauci

Mike Ferguson
Ron Fouchier
Eddie Holmes
Marion Koopmans
Stefan Pohlmann
Andrew Rambaut
Paul Schreier
Patrick Vallance

Wellcome exists to improve health by helping great ideas to thrive. We support researchers, we take on big
health challenges, we campaign for better science, and we help everyone get involved with science and
health research. We are a politically and financially independent foundation.

The Wellcome Trust is a charity registered in England and Wales, no. 210183. Its sole trustee is The Wellcome Trust
Limited, a company registered in England and Wales, no. 2711000 (whose registered office is at 215 Euston Road,
London NW1 2BE, UK)









From: Jeremy Farrar

Sent: Sat, 1 Feb 2020 10:55:15 +0000
To: Fauci, Anthony (NIH/NIAID) [E]
Subject: Re: Conf details

Attachments: IMG_1781[2].JPG

Could you join?

Trying to set up an initial call with

Kristian Anderson

Bob Garry

Christian Drosten

Tony Fauci

Ron Fouchier

Eddie Holmes

Marion Koopmans

Patrick Vallance - Chief Scientist UK

Time zones a challenge

Suggestion - Today 1st February (2nd Feb for Eddie) - I Will confirm later today. If you cannot make it, we will
phone you afterwards to update.

6am Sydney

8pm CET

Tpm GMT

2pm EST

9am West Coast

My preference is to keep this really tight group.
To listen to the work Eddie, Bob and Kristian have done.
Question it

And think through next steps.

Obviously ask everyone to treat in total confidence.































































There was consensus for the GPMB to issue a statement supportive of countries’ (especially China) and
WHO response efforts, and to call for urgent actions to further strengthen global preparedness and
response to this outbreak.

Please find attached a draft GPMB Statement.

We ask that you please send us any feedback (preferably in track change mode) no later than 1700
Wednesday 29 January, Geneva time

Thank you very much.
Kinds regards,

Gro and As
































