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Summary of Facts and Subm ssi ons

3080.D

The patentee (appellant) | odged an appeal against the
deci sion of the opposition division, given at oral
proceedi ngs on 18 Novenber 1999 with witten reasons
posted on 20 Cctober 2000, revoking the European patent
No. 0 471 011. The patent was granted on European
application No. 90 907 718.2 which originated from an
i nternational application published as WD 90/ 13642 (to
be referred to in the present decision as the
application as filed). Priority was clainmed from
American patent application US 348270 filed on 5 My
1989.

Whereas two parties (opponents 1 and 2) had opposed the
patent, one of them (opponent 2) withdrewits
opposition on 25 March 1996 and, thereby, ceased to be
a party to the opposition proceedi ngs. Opponent 1 is

t he present respondent.

The patent had been opposed on the grounds as set forth
in Articles 100(a) and (b) EPC that the invention was
not new (Article 54 EPC), did not involve an inventive
step (Article 56 EPC) and was not sufficiently

di scl osed (Article 83 EPC), and on the ground as set
forth in Article 100(c) EPC that the patent contai ned
added matter (Article 123(2) EPC)

Basis for the decision under appeal were the main
request filed on 22 May 1998 and auxiliary requests |
to IV filed on 18 Novenber 1999. Reasons for the
revocation were |ack of novelty (in view of docunent D3
(see paragraph XI, infra)) of claims 7 to 9 of the main

request and | ack of inventive step (in view of docunent
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D37 in conbination with either docunent D1 or documents
D2 and D3 - see paragraph X, infra) of clains 1 to 9
of auxiliary request IIl. Auxiliary requests I, Il and
|V were considered to contain anendnments which had not
been occasi oned by a ground of opposition (Rule 57a
EPC) .

Wth its statenent of grounds of appeal, on 28 February
2001 the appellant filed a claimrequest to replace al
the requests then on file. That request corresponded
exactly to the main request on which the decision under
appeal was based.

A conmuni cation under Article 11(2) of the Rules of
Procedure of the Boards of Appeal presenting sone
prelimnary and non-binding views of the board was then
sent to the parties. In particular, coments were nade
on the issues arising under Article 123(2) EPC, nanely
the replacenment in Figure 2 of "An" by "Au", the
amendnents to Table 1 and the feature "derived front,
and those arising under Article 54 EPC.

On 31 Cctober 2003 the appellant filed further
observati ons acconpani ed by two auxiliary requests
denoted "A" and "B".

In a letter of 24 Novenber 2003 confirnmed by a letter
of 26 Novenber 2003, the respondent notified the board
that it would not be represented at the oral

pr oceedi ngs.

The oral proceedings took place on 2 Decenber 2003.
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The main request for all designated Contracting States
except ES consisted of 10 clainms which read:

"1. A cDNA coding for an iron-binding protein derived
froma human | actoferrin, characterized in that it
conpri ses sequence coding for the am no acid sequence
74 to 275 of Figure 2."

"2. A cDNA according to Claim1l, characterized in that
it conprises the DNA sequence 237 to 842 of Figure 2."

"3. A cDNA according to Caim1l, coding for a human

| actoferrin, characterized in that it conprises
sequence coding for the am no acid sequence 20 to 711
of Figure 2."

"4. A cDNA according to Claim3, characterized in that
it conprises the DNA sequence 75 to 2150 of Figure 2."

"5. A cDNA according to Claim3, characterized in that
it further conprises sequence coding for the signal
pepti de am no acid sequence 1 to 19 of Figure 2."

"6. A cDNA according to Claim4, characterized in that
it further conprises the DNA sequence 18 to 74 of
Figure 2."

"7. A synthetic iron-binding protein derived froma
human | actoferrin and produced from cDNA according to
Caim1 or 2."

"8. A synthetic human | actoferrin produced from cDNA
according to Claim3 or 4."
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"9. A synthetic human | actoferrin produced from cDNA

according to Claim5 or 6."

"10. A nethod of producing a protein claimed in Claim?7,
8 or 9, characterized by expressing cDNA clained in
Claimlor 2, 3 or 4 or 5o0r 6, respectively in a
eucaryoti c expression system™

Apart froma different spelling of the term
"characterized" in clains 1 to 6 and 10, clains 1 to 10
exactly corresponded to clains 1 to 10 as granted.

During oral proceedings corresponding clains (1 to 7)
for the Contracting State ES were filed. These cl ains
corresponded exactly to clains 1 to 6 and 8 as granted
for ES, save for the different spelling in clains 1 to
6 of the term"characterized".

The follow ng docunments are cited in the present

deci si on:

D1 Thomas A Rado et al., Blood, Vol. 70,
No. 4, Cctober 1987, Pages 989 to 993;

D2 Marie-Hél éne Metz-Boutigue et al., Eur. J.
Bi ochem, Vol. 145, 1984, Pages 659 to 676;

D3 Bryan F. Anderson et al., Proc. Natl. Acad. Sci.
USA, Vol. 84, April 1987, Pages 1769 to 1773;

D8 Xiping Wei et al., Blood, Vol. 72, Suppl. 1, 1988,
Abstract No. 530;
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D31 Declaration of Dr Thonmas Rado dated 11 August 1999
and annexed Exhibits Ato F;

D32 Declaration of Dr Xiping Wi dated 4 June 1999 and
annexed Exhibits Ato D

D34 Cover page and page 1.9 of "The 1988 CLONTECH
Products and Protocol s Catal ogs”;

D37 Undated "Product Analysis Certificate"” of CLONTECH
Laboratories, Inc. concerning a human breast cDNA
[ibrary denoted "HL 1037a";

D42 Kathryn M Stowell et al., Biochem J., Vol
276, 1991, Pages 349 to 355;

D49 Declaration of Dr Kathryn Stowel|l dated 22 COctober
1999.

The appel lant's argunents, insofar as they are rel evant
to the present decision, may be sunmarised as foll ows:

Mai n request for all designated Contracting States
except ES

Article 123(2)and Rul e 88 EPC

The person skilled in the art woul d have recogni sed
that the invention pertained to the isolation and

el ucidation of a cDNA coding for human lactoferrin. As
such, the cDNA was the nobst inportant aspect of the

i nvention, and the am no acid sequence was deduced from
that cDNA as indicated on page 4, lines 14 to 18 of the
application as filed. Because the base triplet GAA at
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t he respective codon position solely and necessarily
encoded the amno acid glutamc acid (du) and not
glutam ne (A@n), he or she would have i mredi ately
recogni sed that as the result of a clerical error the
am no acid designation A n was the wong am no acid
resi due designation in position 296 in Figure 2 and
that the only possible correction was the one offered:
amno acid 4 u.

As regards the anended Table 1 in the patent
specification, it pointed to the differences in the

am no acid sequence of the invention vis a vis that
known from docunment D2 which was explicitly referred to
t herein. Docunment D2 directly and unanbi guously

di scl osed that the am no acid positions 155, 156 and
321 (according to the nunbering system of the invention)
were respectively Phe, Leu and Lys. In docunment D2,

whi ch enpl oyed a different nunbering system the
correspondi ng positions were 135, 136 and 300. Sinple
sequence alignnents of short am no acid stretches of

t he sequence of Figure 2 of the application as filed

wi th the sequence of docunment D2 therefore reveal ed
that the am no acid residues were actually identical.
Thus, reference to these residues in Table 1 as filed
had been renoved as they were manifestly erroneous.
This correction was al so obvious to the skilled person.

Article 87 EPC

In view of the fact that the content of the description
and drawi ngs of the priority docunment was essentially
identical with the content of the description and

drawi ngs of the application as filed, the clained
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priority was valid, i.e. clains 1 to 10 were entitled
to the priority date of 5 May 1989.

Article 83 EPC

The subject-matter of the present invention was the
provi sion of both the entire cDNA coding for human

| actoferrin and the encoded protein itself. The exact
sequences of these products were disclosed in the
patent specification. Thus, the specification provided
a sufficiently clear and conplete disclosure of the

cl ai med i nventi on.

Article 54 EPC

Document D3 di scl osed neither of the clai ned cDNAs and
proteins. Thus, the clainmed subject-matter was novel
over that docunent.

There was no unanbi guous description of what had been
di scl osed by Dr Rado at the "San Antonio Meeting" held
in Decenber 3-6, 1988 (see docunents D31 and D32). The
criteria as set forth in decision T 1212/97 of 14 My
2001 for an oral disclosure to be novelty-destroying

were not net.

Article 56 EPC

The skilled person m ght have attenpted to generate

| actoferrin cDNA cl ones by conbi ni ng docunment D1 or
docunment D2 with docunent D37. This attenpt m ght al so
have generated cDNA cl ones. Neverthel ess, these clones
woul d have had unusual properties, nanely they woul d
have had an unexpectedly | ow frequency, they would have
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been inconplete and they woul d have failed to encode a
protein corresponding to the established am no acid
sequence data. Those properties would have entirely
underm ned their authenticity based on the state of the
art.

Thi s woul d have i nposed the need to obtain i ndependent
val i dation of the cDNA sequences. Neverthel ess, all of
t he obvi ous routes of validation were associated with
intrinsic problens. Because (i) the robustness of the
prior art was a disincentive against further

pol ypepti de sequencing, (ii) additional protein
sequence determ nation woul d have i nposed an undue
burden, (iii) the Contech |ibrary of docunent D37
could not validate or conplete the cDNAs obtained, (iv)
no ot her suitable source of tissue nRNA was avai l abl e,
(v) expression of the cDNAs obtained fromthe C ontech
library of docunent D37 per se did not address the
validity of the cDNA clones obtained, (vi) in the
absence of authentic DNA sequence data, genom c gene

cl oning and characterisation woul d have i nposed an
undue burden on the skilled person, and (vii) the prior
art provided no guidance regardi ng which, if any, of

t hese routes to pursue, the skilled person would have
encountered technical difficulties that he or she would

have been unable to surmount by routine experinentation.

The respondent did not nake any subm ssions or requests
in the appeal proceedings.

The appel | ant requested that the decision under appeal
be set aside and that the patent be maintained on the
basis of either the main request filed on 28 February
2001 for all designated Contracting States except ES
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and corresponding clains for the Contracting State ES
filed during the oral proceedings or auxiliary request
A or Bfiled on 31 Cctober 2003.

Reasons for the Deci sion

Mai n request for all designated Contacting States except ES

Article 123(2) and Rule 88 EPC

Amendnents in Table 1

3080.D

Table 1 in the application as filed (see page 6)
provides a list of the differences distinguishing the
am no acid sequence of the invention fromthe am no
acid sequence of Figure 1 of docunment D2. Table 1 in
the patent (see page 1) differs therefromin that three
differences are no | onger nmentioned, nanely the three
am no acid substitutions occurring at positions 155,
156 and 321 (according to the nunbering of the sequence
of Figure 2 of the application/patent).

The codons which correspond to the am no aci d residues
at positions 155, 156 and 321 in Figure 2 of the
application as filed are TTC, TTG and AAG whi ch code
for Phe, Leu and Lys, as correctly indicated in the
Figure. Looking in Figure 1 of docunent D2 for
alignments consisting of those three amno acid

resi dues together with their flanking am no acid
residues as represented in Figure 2 of the application
as filed, the skilled person would find that the sane
three amno acid residues are also present in Figure 1
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of document D2 at positions 135, 136 and 300,
respectively.

3. The skilled person would conclude that Table 1 in the
application as filed is erroneous and woul d regard
removal therefrom of any references to those three
"differences" as the only possible correction, and as
bei ng obvious within the neaning of Rule 88 EPC,

Amendnent in Figure 2

4. In Figure 2 of the application as filed the am no acid
resi due at position 296 is A n, whereas in Figure 2 of
the patent it has been replaced by 4 u.

5. Because the codon corresponding to position 296 is GAA
whi ch codes for Qu the skilled person would realize
imediately that in Figure 2 as filed either the codon
(GAA) or the indicated amno acid (@ n) is erroneous.

6. As the inventors have first experinentally identified
the cDNA nol ecul e and only in a second step, using a
reasoned approach based on a reading of the genetic
code, deduced therefromthe sequence of the encoded
protein, the person skilled in the art would concl ude
that not the codon but the amno acid residue is

erroneous and would regard repl acenent at position 296
in the Figure of G n by Gu, as the only possible
correction, and as being obvious within the nmeaning of
Rul e 88 EPC.

3080.D
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The feature "derived fronmt inclaiml

10.

3080.D

Claiml is directed to a cDNA coding for an iron-

bi nding protein derived froma human | actoferrin, which
cDNA conpri ses a sequence coding for the am no acid
sequence 74 to 275 of Figure 2. As the wording "derived
from' is not explicitly used in the application as
filed, it has to be assessed whether an inplicit
support can be found for this feature in the
application as filed.

Page 9, lines 12 to 18 in the application as filed
points to a pol ypeptide shorter than the entire human

| actoferrin, a preferred pol ypeptide consisting of the
region delimted by am no acids 74 and 275 which
contains an iron binding domain. Claim8 as filed which
reads: "8. A cDNA sequence conprising a portion of the
cDNA of Fig. 2 coding for human | actoferrin protein
including at |east one of the iron binding domains with
an Fe binding site." corresponds with that passage of

t he description.

Bot h that passage and that claimprovide a clear
indication that not only the entire protein but also
any derivatives thereof, provided that they include the
region delimted by am no acids 74 and 275, as well as
the corresponding cDNAs are part of the invention as
described in the application as filed.

Therefore, a cDNA coding for an iron-binding protein
derived froma hunman lactoferrin is disclosed in the

application as filed.
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The main request neets the requirenents of
Article 123(2) EPC

Article 87 EPC (entitlenment to the priority date)

12.

As the description and drawings of the priority
docunent and the description and draw ngs of the
application as filed have the sane content and as,
furthernore, claim1l1l as filed has the sanme content as
claiml of the priority docunment and clains 3 and 5 as
filed are identical with clains 2 and 3 of the priority
docunent, the skilled person could derive the subject-
matter of clains 1 to 10 of the main request directly
and unanbi guously fromthe previous application as a
whol e. Therefore, in accordance with decision G 2/98
(QJ EPO 2001, 413), the requirenment for claimng
priority of the sane invention referred to in

Article 87(1) EPC is nmet. Thus, the main request is
entitled to the priority date of 5 May 1989.

Article 83 EPC (sufficiency of disclosure)

13.

3080.D

Figure 2 of the patent provides both the conplete
sequence of the cDNA as retrieved by the inventors and
the conpl ete am no acid sequence encoded t hereby.
Figure 1 clearly indicates the different portions of

t he nucl eoti de sequence respectively encoding the

pepti de signal and the mature protein as well as |length
of the corresponding am no acid sequences. Therefore, a
cl ear and conpl ete disclosure of the clainmed subject-
matter is provided by the patent specification. Thus,
the main request neets the requirenents of Article 83
EPC.
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Article 54 EPC (Novelty)

14.

In the decision under appeal it was considered that the
subj ect-matter of clains 7 to 9 was not new over
docunent D3. In the course of the opposition it was

al so argued that the cDNA and the correspondi ng am no
acid sequence of the invention (all clains concerned)
had been di scl osed at a conference held before the
priority date.

Docunent D3

15.

16.

3080.D

I n docunment D3 the results of an x-ray analysis of the
structure of human lactoferrin at 3.2-A resolution are
reported. The results allowed a description of the

pol ypeptide chain folding, and the nature and | ocation
of the iron binding sites. It was taken for granted by
the authors that the tested |lactoferrin which had been
i solated fromhuman m |k had the am no acid sequence
di sclosed in Figure 1 of docunent D2 which
significantly differs fromthe am no acid sequence of
Figure 2 of the patent (see Table 1 on page 5 of the
pat ent).

The nmere statenent in the bottomof the |eft-hand
colum of page 1770 of docunent D3 which reads: "In the
final tracing there are two significant breaks in the
chain, both in the C-termnal |obe (residues 388-403
and 429-433 have no density). The N-term nal residues
1-5 are also not visible." reflects doubts about the
correctness of certain portions of the am no acid
sequence of docunment D2. Neverthel ess, nowhere in
docunent D3 is there in this respect any correction
suggested and a fortiori any corrected sequence
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descri bed. Therefore, docunment D3 cannot deprive the
subject-matter of any of clains 7 to 9 of novelty.

Oral disclosure (San Antoni o Meeting)

17.

18.

3080.D

As evidenced in docunment D31, a declaration of Dr Rado,
and in docunent D32, a declaration of Dr Wei, a |lecture
was given by Dr. Rado at a neeting held at San Antonio
Texas, USA, in Decenber 3-6, 1988 ("San Antonio
Meeting"). Dr Rado spoke in place of Dr Wei who
originally was intending to give the presentation (see
poi nt 7 of docunent D31).

I n docunent D31 (see points 8 and 12 thereof), Dr Rado
declared inter alia: "During the presentation,

descri bed the strategy for cloning pHL-44, and thereby
obtaining the full coding sequence of human |l actoferrin
cDNA and the correspondi ng am no acid sequence. |
specifically recall presenting a slide show ng the
full-1ength cDNA and am no acid sequence of lactoferrin
that we had determ ned. The sequences | presented were
t he sane sequences as later submtted to Genbank
(Exhibit E). These are al so the sane sequences
(including the mnor corrections discussed in (4))
shown in Exhibit C. | also presented a slide show ng
the restriction map of one of the genom c human

| actoferrin clones described above (Exhibit F).", and
"During the presentation, | had with ne numerous paper
copies of the slide showing the cDNA and am no acid
sequences of human |actoferrin that we had determ ned.
As | was giving the presentation, | told the audi ence
that I woul d make avail abl e paper copies after the
presentation, and | did distributed several copies to
audi ence nmenbers.".
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No reproductions of the slides presented by Dr Rado, in
particul ar of the one showi ng full-length cDNA and

am no acid sequence of human |actoferrin are annexed to
ei ther of docunents D31 and D32. Nor are copies

provi ded of the papers handed out to the nenbers of the
public. The only detailed information relating to cDNA
and am no acid sequences is contained in two exhibits
which are Exhibit B to each of docunents D31 and D32
and Exhibit C to docunment D31

Exhibit B represents the first print out of the cDNA
sequence obtained fromtwo cDNA clones, retrieved by Dr
Rado and Dr Wi and designated pHL-41 and pHL- 44,
cont ai ni ng over |l appi ng sequences spanning the ful
codi ng sequence of human |actoferrin. Apart fromthe
fact that that cDNA sequence differs in many places
fromthe cDNA sequence as represented in Figure 2 of
the patent, nothing in either of docunents D31 and D32
indicates that this sequence was that depicted on the
slide allegedly shown by Dr Rado.

Exhi bit C shows a corrected version of the cDNA
sequence of Exhibit B as well as the correspondi ng

am no acid sequence. Apart fromthe fact that those
sequences differ in many places fromthe sequences as
represented in Figure 2 of the patent, Dr Rado's

decl aration does not state explicitly that this was the
actual slide shown at the neeting. It nerely states
that these sequences were the sane submtted to GenBank
at a later date (after the priority date) which in turn
were the sanme as those presented at the neeting. This
is not considered to be an "up to the hilt" proof of
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what was actually shown or distributed by Dr Rado at
t he neeting.

Moreover, the nere contentions by Dr Rado and Dr Wei in
their declarations that the disclosure occurred cannot
be accepted because both of them Dr Rado as being the
| ecturer and Dr Wei as being the person who prepared

t he speech, are not qualified to provide evidence
safely and satisfactorily establishing the information
content made publicly available by the |lecture and what
an ordinary nmenber of the audience at the | ecture would
have understood (see decision T 1212/97, supra,

points 4 and 5 of the reasons).

Therefore, the board concludes that no evi dence has
been provided showi ng that the clainmed subject-matter
was di scl osed at the San Antoni o Meeti ng.

Therefore, the main request neets the requirenments of
Article 54 EPC

Article 56 EPC (inventive step)

23.

3080.D

Having regard to the state of the art as illustrated
hereinafter (see point 24, infra), the technical
probl em faced by the inventors of the patent at issue
was the provision of a conplete cDNA encoding the
genui ne human | actoferrin to be used - as stated in the
patent specification - for preparing synthetic human

| actoferrin in a eucaryotic expression system The
solution thereto is the particular cDNA of clains 1 to
6 which is represented in Figure 2 of the patent and
the synthetic proteins produced therewith in a
eucaryoti c expression system
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The relevant state of the art the skilled person would
have been aware of are docunents D1, D2, D3 (see
points 15 and 16, supra) and D37, i.e. the four
docunents whi ch have been taken into consideration in
t he deci sion under appeal, as well as docunent D8. The
skilled person woul d have nmade the follow ng anal ysis
of those docunents and, thus, of the state of the art
in the field of human | actoferrin:

Docunent D1, to which both Dr Rado and Dr Wi
contributed, describes isolation of clone pHL-41. That
cDNA cl one encodes an am no acid sequence (see Figure 1)
whi ch corresponds to the major part (residues 428 to

703) of the C-termnus of the am no acid sequence
reported in the earlier docunent D2 (to which reference
is made) and differs therefromin three residues. This
uni que partial cDNA was obtai ned by screening a cDNA
library which had been prepared froma human nyel oi d

| eukem a cell Iine.

Docunment D2 deals with the determ nation of the am no
aci d sequence of human | actoferrin. The nature of the
starting material fromwhich the protein has been
purified is not indicated. The conpl ete sequence of the
mature protein is given in Figure 1 (see page 661).
Prior to the present invention, this was considered to
be the very sequence of human | actoferrin.

Docunment D3, while reporting results of an x-ray
anal ysis of the structure of human | actoferrin,
indirectly expresses doubts as to the correctness of
the first five am no acids and am no acids conprised
bet ween position 388 and 433 of the sequence of
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docunent D2, i.e. partly in the Nterm nal portion of
t he pol ypepti de encoded by the cDNA cl one pHL41 of
docunent D1.

Docunent D8, to which both Dr Rado and Dr Wei
contributed, reports on the isolation and
characterisation of two cDNA clones, referred to as
pHL41 and pHL44, which conprise the full |ength coding
sequence of the gene encoding human | actoferrin. Wile
clone pHL41 is characterised by reference to docunent
D1, clone pHL44 is said to have been isolated froma
library specifically primed with a 19-nmer

ol i gonucl eoti de contai ning a sequence conpl enentary to
a nucl eotide stretch of pHL41. This library was
screened with a 90 bp Pstl-EcoRV fragnent representing
t he nost upstream sequence of pHL4l1l. Both strands of
pHL44 were sequenced and it was found that it contained
the entire codi ng sequence of human | actoferrin. The
sequences of the two clones are not descri bed.

Docunent D37 is a "product analysis certificate" from
Cl ontech Laboratories Inc. which provides brief

i nformati on about a human breast cDNA library,
designated with the catal og nunber "HL 1037a". The
library was prepared froma breast tissue of a female
showi ng | actational conpetence. No information
concerning the nRNA present in the cells fromwhich the
CDNA library was prepared was nmade avail abl e. Docunent
D37 is undated. But based on docunent D34 which

consi sts of the cover page of the C ontech catal og,
headed "1988 CLONTECH Products and Protocols Catal og"
and page 1.9 thereof which refers inter alia to the
library wth catal og nunber "HL 1037a", it can be
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assuned that the information contai ned i n docunent D37
had been nade available to the public in 1988.

The skilled person woul d have regarded docunent D8,

whi ch represents a further devel opnent of docunent D1,
as the nost rel evant docunent. He or she woul d have
attenpted to construct a cDNA library as indicated in
docunent Dl1. Then, using the probe and the 90 bp Pstl -
EcoRV fragnment referred to in docunent D8, both being
easily available fromthe pHL41 sequence of Figure 1 of
docunent D1, he or she would have screened the cDNA
l[ibrary in an attenpt to identify the clone pHL44. In
this respect, it may be observed that, being a cautious
person, he or she certainly would not have enbarked on
the screening of the cDNA |ibrary of docunent D37,
because, on the one hand, he or she would have had no
reason to doubt whether a relevant cDNA |ibrary could
be prepared as indicated in docunent D1 and, on the

ot her hand, he or she would have had absolutely no

i nformati on concerning the cDNAs of the library of
docunent D37, in particular as to the pol ypeptides
encoded t her eby.

However, as authoritatively shown by both the

decl aration of Dr Wei (docunent D32) and the
declaration of Dr Stowell (docunment D49), the skilled
person woul d have inevitably failed in his or her
attenpt. Indeed, not only was the information delivered
by docunent D8 that the cDNA clone pHL44 contai ned the
entire sequence codi ng sequence of human |actoferrin
fal se (see point 6 of docunent D31), but also even if
he or she had succeeded in isolating the actual clone
pHL44 (as characterised in docunent D31) he or she
woul d have obtai ned an inperfect cDNA incapabl e of



27.

28.

29.

3080.D

- 20 - T 0012/ 01

expressing the encoded protein (see points 4 and 5 of
t he declaration of Dr Stowell (docunent D49)).

Preparation of a cDNA as defined in any of clains 1 to
6 woul d have required different routes of
experinmentati on which were not described in the state
of the art at the priority date, such as those foll owed
by the inventors or those reported in the post-
publ i shed docunent D42 (to which Dr Rado contri buted)
which rely on the synthesis of a cDNA from bone-marrow
RNA and the cloning of that cDNA in baby-hanster kidney
cells.

Therefore, in the board' s judgnent, it has to be
concluded that, in spite of the prima facie wealth of
information in the state of the art about human

| actoferrin, it was not obvious for the skilled person
to arrive at the subject-matter of clains 1 to 6.

As the structure of the proteins according to clains 7
to 9 could be established only by inference fromthe
cDNA according to clains 1 to 6, and as claim10 is
directed to a nmethod of producing such a protein by
expressing such a cDNA, these other aspects of the

cl aimed invention also involve an inventive step. Thus,
the main request as a whole neets the requirenents of
Article 56 EPC.



- 21 - T 0012/ 01

Clainms for the Contracting State ES

30. The sane conclusions apply to the clains for ES.
Descri ption
31. The board sees no need to amend the description to take

3080.D

account of the anmendnments in the clainms of the main
request for all designated Contracting States except ES
as these were sinply the deletion of granted clains 11
and 12 which contained the term"C-1obe" for which it
was found by the opposition division that there was no
support in the application as filed (see point 2 of the
opposition division's communi cation of 11 Septenber
1997).
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For these reasons it is decided that:

1

The deci sion under appeal is set aside.

The case is remtted to the first instance with the
order to maintain the patent on the basis of the clains
of the main request filed on 28 February 2001 for al
desi gnated Contracting States except ES and
corresponding clainms for the Contracting State ES fil ed
during the oral proceedings, and the description and
drawi ngs as grant ed.

The Regi strar: The Chai r man:

A. Wl i nski L. Galligan

3080.D



