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Our Ref.: D1531 NI (EP/DE) 

English Translation of the Judgement by the Federal Court of Justice 

dated 19 January 2016 

BUNDESGERICHTSHOF 

[FEDERAL COURT OF JUSTICE] 

IN THE NAME OF THE PEOPLE 

JUDGEMENT 

X ZR 141/13 

Attorneys of Record: 

pronounced on: 
19 January 2016 
Hartmann 
Legal Clerk 
as Registrar 
of the Court 
Registry 

in the Patent Nullity Suit 

Plaintiff, Appellant and Appellee 

Participant counsel: Patent Attorneys and Attorneys-at-Law TBK, 
Bavariaring 4, Munich — 

versus 

Defendant, Appellee and Appellant, 

- Attorneys of Record: 
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Following the oral proceedings of 19 January 2016, the presiding Judge Prof. 

Dr. Meier-Beck (Mr), Judges Gr6ning (Mr) and Dr. Bacher (Mr), and Judges 

Schuster (Ms) and Dr. Kober-Dehm (Ms) of the Xth Senate for Civil Matter of the 

Federal Court of Justice 

held: 

In the Appeal of the parties, the Judgement of the 3rd Senate (Nullity 

Senate) of the Federal Patent Court pronounced on 9 July 2013, has 

been amended. 

European Patent 959 132 is declared invalid with effect for the Federal 

Republic of Germany insofar it extends beyond the following version of 

the patent claims: 

"1. A nucleic acid molecule of a tandem duplication 
mutant encoding FMS-like tyrosine kinase 3 (FLT3), 
wherein said nucleic acid molecule has a nucleotide 
sequence corresponding to: 

(a) a tandem duplication mutation in the amino acid 
sequence of juxtamembrane of FLT3, or 

(b) an in-frame tandem duplication mutation in the 
nucleotide sequence of exon 11 or exons 11 to 12 
of FLT3. 

2. A nucleic acid molecule having a nucleotide sequence 
corresponding to: 

(a) a tandem duplication mutation in the amino acid 
sequence of the juxtamembrane of FLT3, or 

(b) an in-frame tandem duplication mutation in the 
nucleotide sequence of exon 11 or exons 11 to 12 
of FLT3. 

3. [deleted] 

4. A polypeptide encoded by the nucleic acid molecule of 
claim 1, or the nucleic acid molecule of claim 2. 

5. A cell expressing the nucleic acid molecule of claim 1, 
or the nucleic acid molecule of claim 2, or the 
polypeptide of claim 4. 

6. An antibody which is specific for the polypeptide of 
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claim 4. 

7. A method for detecting the nucleic acid molecule of 
claim 1, or the nucleic acid molecule of claim 2, 
comprising the steps of: 
(a) subjecting a nucleic acid sample from a human 

to a gene amplification reaction, wherein a 
nucleic acid fragment comprising exon 11 or 
exons 11 to 12 of the FMS-like tyrosine 
kinase 3 (FLT3) gene and having a tandem 
duplication mutation in the juxtamembrane is 
amplified, which can be found in FLT3 gene; 

(b) detecting the presence of the tandem 
duplication mutation in the nucleic acid 
fragment of step (a). 

8. The method of claim 7, wherein step (b) is carried out 
by comparing the amplified nucleic acid fragment 
obtained in step (a) with a sequence derived from a 
normal FLT3, thereby detecting the presence of 
tandem duplication mutation in the juxtamembrane. 

9. The method of claim 7 or 8, wherein in step (b), a 
length mutation is used as an index of the tandem 
duplication mutation. 

10. The method of any one of claims 7 to 9, wherein the 
gene amplification reaction in step (a) is carried out 
with a primer pair selected from the group consisting 
of: SEQ ID NOs: 26 and 27, SEQ ID NOs: 30 and 31, 
and SEQ ID NOs: 32 and 33. 

11. The method of any one of claims 7 to 10, wherein the 
tandem duplication mutation is not found in a gene of 
a normal individual. 

12. [deleted] 

13. A kit according to any one of claims 7 to 11, wherein 
the kit comprises primers for the amplification of a 
region comprising exon 11 or exons 11 to 12 of the 
FLT3 gene, wherein said primers are selected from 
the group consisting of: SEQ ID NOs: 26 and 27, SEQ 
ID NOs: 30 and 31, and SEQ ID NOs: 32 and 33. 

14. Use of a hematopoietic stem cell expressing a nucleic 
acid molecule encoding a tandem duplication mutant 
FLT3 polypeptide and a cell expressing the normal 
FLT3 for screening a drug for examination and 
treatment of a blood cell disease or a hematopoietic 
stem cell disease, wherein said nucleic acid molecule 
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has an in-frame tandem duplication mutation in a 
nucleotide sequence of a juxtamembrane. 

15. Use of a hematopoietic stem cell expressing the 
nucleic acid molecule of claim 1, or the nucleic acid 
molecule of claim 2, or the polypeptide of claim 4 and 
a cell expressing the normal FLT3 for screening a 
drug for examination and treatment of a blood cell 
disease or a hematopoietic stem cell disease. 

16. Use of the nucleic acid molecule of claim 1, or the 
nucleic acid molecule of claim 2 for the preparation of 
a drug for regulating proliferation, immune response or 
signal information transmission of a blood cell or a 
hematopoietic stem cell. 

17. A pharmaceutical composition comprising the nucleic 
acid molecule of claim 1, and/or the nucleic acid 
molecule of claim 2, and/or the polypeptide of claim 4, 
and/or the antibody of claim 6 and, optionally, a 
pharmaceutically acceptable carrier and/or diluent. 

18. A kit for detection of the polypeptide of claim 4, 
wherein the kit comprises the antibody of claim 6. 

As regards the rest, the action is dismissed. 

The Appeal by Plaintiff is rejected. 

Three quarters of the costs of the law suit will have to be borne by 
Plaintiff and one quarter by Defendant. 

By law 

Facts of the case: 

Defendant is the Owner of European Patent 959 132 (patent in 
suit) granted with effect for the Federal Republic of Germany, which was 
filed internationally on 13 October 1997 while claiming a Japanese 
priority of 18 October 1996 and which refers to a nucleic acid encoding a 
receptor protein kinase. Further, the subject-matter of the patent in suit is 
a polypeptide, a cell, an antibody, kits and pharmaceutical compositions, 
the use of hematopoietic stem cells and of nucleic acid molecules and 
methods for detection of the claimed nucleic acids. It comprises 20 
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patent claims, wherein the dependent patent claims 1 to 7, 12, 14 and 16 
to 20 read in the language of the proceedings: 

"1. A nucleic acid molecule of a tandem duplication mutant encoding 
FMS-like tyrosine kinase 3 (FLT3), wherein said nucleic acid 
molecule has a nucleotide sequence corresponding to: 
(a) a tandem duplication mutation in the amino acid sequence 

of juxtamembrane of FLT3, or 
(b) a tandem duplication mutation in the nucleotide sequence 

of a region comprising exon 11 or exons 11 to 12 of FLT3. 

2. A nucleic acid molecule having a nucleotide sequence 
corresponding to: 
(a) a tandem duplication mutation in the amino acid sequence 

of juxtamembrane of FLT3, or 
(b) a tandem duplication mutation in the nucleotide sequence 

of a region comprising exon 11 or exons 11 to 12 of FLT3. 

3. A nucleic acid molecule capable of specifically hybridizing under 
stringent conditions to a nucleic acid molecule corresponding to: 
(a) a tandem duplication mutation in the amino acid sequence 

of juxtamembrane of FLT3, or 
(b) a tandem duplication mutation in the nucleotide sequence 

of a region comprising exon 11 or exons 11 to 12 of FLT3 in 
the nucleic acid of claim 1. 

4. A polypeptide encoded by the nucleic acid molecule of claim 1, or 
the nucleic acid molecule of claim 2. 

5. A cell expressing the nucleic acid molecule of claim 1, or the 
nucleic acid molecule of claim 2, or the polypeptide of claim 4. 

6. An antibody which is specific for the polypeptide of claim 4. 

7. A method for detecting the nucleic acid molecule of claim 1, or the 
nucleic acid molecule of claim 2, comprising the steps of: 
(a) subjecting a nucleic acid sample from a human to a gene 

amplification reaction, wherein a nucleic acid fragment 
comprising exon 11 or exons 11 to 12 of the FMS-like 
tyrosine kinase 3 (FLT3) gene and having a tandem 
duplication mutation in the juxtamembrane is amplified, 
which can be found in FLT3 gene; 

(b) detecting the presence of the tandem duplication mutation 
in the nucleic acid fragment of step (a). 

12. A kit for the method of any one of claims 7 to 11, wherein said kit 
comprises primers for amplifying a region comprising exon 11 or 
exons 11 to 12 of the FLT3 gene. 
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14. Use of a hematopoietic stem cell expressing a nucleic acid 
molecule encoding a tandem duplication mutant polypeptide and a 
cell expressing the normal FLT3 for screening a drug for 
examination and treatment of a blood cell disease or a 
hematopoietic stem cell disease. 

16. Use of a hematopoietic stem cell expressing the nucleic acid 
molecule of claim 1, or the nucleic acid molecule of claim 2, or the 
polypeptide of claim 4 and a cell expressing the normal FLT3 for 
screening a drug for examination and treatment of a blood cell 
disease or a hematopoietic stem cell disease. 

17. Use of the nucleic acid molecule of claim 1, or the nucleic acid 
molecule of claim 2 for the preparation of a drug for regulating 
proliferation, immune response or signal information transmission 
of a blood cell or a hematopoietic stem cell. 

18. Use of the nucleic acid molecule of claim 1, or the nucleic acid 
molecule of claim 2, or polypeptide of claim 4, for the preparation 
of material used for pathologic judgment of myelodysplastic 
syndrome (MDS) or leukemia. 

19. A pharmaceutical composition comprising the nucleic acid 
molecule of claim 1, and/or the' of claim 12, and, optionally, a 
pharmaceutically acceptable nucleic acid molecule of claim 2, 
and/or the nucleic acid molecule of claim 3, and/or the polypeptide 
of claim 4, and/or the antibody carrier and/or diluent. 

20. A kit for detection of the polypeptide of claim 4, wherein the kit 
comprises the antibody of claim 6." 

2 Plaintiff claimed that the subject-matter of patent claims 1 to 11 is 
excluded from patentability. The subject-matter of claims 1 to 6 are non-
patentable discoveries which refer to parts of the human body that are 
excluded from patentability. With claims 7 to 11 a non-patentable 
diagnosis method on the human body is claimed. Moreover, the subject-
matter of the patent in suit is not patentable and exceeds the content of 
the application as originally filed. Finally, the subject-matter of claim 7 
with regard to the detection of tandem duplication mutation is not 
enablingly disclosed. 

3 Defendant defended the patent in suit vis-à-vis the granted version 
by means of amended versions in the Main Request and in three 
Auxiliary Requests. 

1 Translator's note: word missing; claim 19 in the decision does not correspond to claim 19 as 
granted. 
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4 The Patent Court partly revoked the patent in suit due to the fact 
that its claims were given a version in the German language which 

corresponds to the version of claims 7 to 15 defended in Auxiliary 
Request III in the First Instance. 

5 This was opposed to in the Appeal by Defendant by means of 

which they last defended the patent in suit with the Main Request in the 
version obvious from the operative part of the judgement, which differs 
from the version defended before the Patent Court by deletion of claims 3 
and 12, amendments in claims 1, 2, 13 and 14 and an amendment in 
claim 17 necessary due to deletion of claim 3. As an auxiliary measure, 
they are defending the patent in suit with five further amended versions. 

6 Plaintiff oppose the legal remedy and, by means of their Appeal, 
are pursuing their request of the first instance for the patent in suit to be 
declared null and void in its entirety. 

Reasoning: 

7 The admissible Appeal by Defendant is substantiated, the Appeal 
by Plaintiff, however, is not substantiated. 

8 I. The patent in suit concerns a nucleic acid molecule coding for a 
receptor protein kinase, i.e. the FMS-like tyrosine kinase 3 (FLT3), and a 
method for the detection thereof. 

9 1. As explained in the description of the patent in suit, the 
proliferation and differentiation of cells as well as the reaction of cells to 
different stimuli is controlled by growth factors which are effective via 
receptors specific for them. Receptors having a tyrosine kinase domain 
are designated receptor tyrosine kinases (RTKs) (Description, 
paragraph 2). They each comprise an extracellular region, a 
transmembrane region as well as an intracellular region containing a 
tyrosine kinase domain and a juxtamembrane between the 
transmembrane region and the tyrosine kinase domain, and they are 
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divided into four types due to their structural properties and their amino 

acid sequence homology (Description, paragraph 3). The FMS-like 

tyrosine kinase 3 (FLT3) which is expressed by leukaemia cells is known 

as type III receptor (Description, paragraph 8). With receptor tyrosine 

kinases of this type, the combination of cells results in a complex, for 

example duplication, by means of binding of a ligand, for example a 

growth factor, to an extracellular region, which results in the activation of 
the kinase (Description, paragraph 9). 

10 The specification of the patent in suit describes the starting point 
at the priority date of the invention as follows: It had been assumed that 
in the case of a leukaemia disease, cells propagate due to an autocrine, 
i.e. starting from the cell itself, stimulation since the FLT3 ligand is 
expressed in nearly all leukaemia cells. Furthermore, it had been 
reported that FLT3-mRNA is expressed in lymphatic leukaemia cells and 
leukaemia myelocytes. It was, however, not known how the expression of 
messenger RNA is related to the pathology of lymphatic and myeloid 
leukaemia (Description, paragraph 10). It is true that, up until the priority 
date, it was possible to clone a human FLT3-cDNA and to determine a 
cDNA nucleotide sequence and the amino acid sequence of the FLT3 
protein. However, neither the structure nor the function of the FMS-like 
tyrosine kinase 3 during the differentiation of hematopoietic stem cells 
and the malignant change in leukaemia cells had been well analysed 
(Description, paragraph 11). 

11 2. The Patent Court thus rightly concluded that the patent in suit 
concerns the technical problem to provide a nucleic acid encoding the 
FLT3 gene, which can, due to genetic changes, be used as a marker in 
the diagnosis of leukaemia diseases. 

12 3. For the solution of the problem, the patent in suit in its latest 
defended version suggests a nucleic acid molecule in claims 1 and 2 
each, a polypeptide in claim 4, a cell in claim 5, an antibody in claim 6, a 
method for the detection of the nucleic acid molecules claimed in claims 
1 and 2 in claim 7, a kit for the method claims in claims 7 to 11 in claim 
13, the use of haematopoietic cells in claims 14 and 15, the use of the 
nucleic acid molecules claimed in claims 1 and 2 in claim 16, a 
pharmaceutical composition in claim 17 and a kit for the detection of the 
polypeptide. 
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13 a) The features of the nucleic acid molecule of claim 1 in the latest 
version defended in the appeal proceedings can be divided as follows: 

1. Nucleic acid molecule of a tandem duplication mutant 
1.1 encoding FMS-like tyrosine kinase 3 (FLT3) and 
1.2 having a nucleotide sequence with 
1.2.a either a tandem duplication mutation in the amino 

acid sequence of juxtamembrane of FLT3, or 
1.2.b an in-frame tandem duplication mutation in the 

nucleotide sequence of exon 11 or exons 11 to 12 
of FLT3. 

14 b) The features of the nucleic acid molecule of claim 2 in the latest 
version defended in the appeal proceedings can be divided as follows: 

2. Nucleic acid molecule with a nucleic acid sequence having: 
2.a a tandem duplication mutation in the amino acid 

sequence of juxtamembrane of FLT3, or 
2.b an in-frame tandem duplication mutation in the 

nucleotide sequence of exon 11 or exons 11 to 12 
of FLT3. 

15 c) Claim 4 defended in non-amended form vis-à-vis the version 
granted concerns a polypeptide encoded by the nucleic acid molecule of 
claim 1, or the nucleic acid molecule of claim 2. 

16 d) The subject-matter of claim 5 in its non-amended defended 
version is a cell expressing the nucleic acid molecule of claim 1 or 2 or 
the polypeptide of claim 4. 

17 e) Claim 6 in its non-amended defended version concerns an 
antibody specific for the polypeptide of claim 4. 

18 f) The features of the method of claim 7 which Defendant 
continues to defend in its granted version also in the Appeal 
Proceedings, can be divided as follows: 

7.1 The method is for detecting 
7.1.1 the nucleic acid molecule of claim 1, or 
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7.1.2 the nucleic acid molecule of claim 2. 

7.2 The method comprises the steps of: 
7.2.a Subjecting a nucleic acid sample from a human to a 

gene amplification reaction, wherein a nucleic acid 
fragment is amplified, which 
7.2.a.1 can be found in FLT3 gene; 
7.2.a.2 comprises exon 11 or exons 11 to 12 of the 

FMS-like tyrosine kinase 3 (FLT3) gene, and 
7.2.a.3 has a tandem duplication mutation of the 

juxtamembrane. 
7.2.b Detecting the presence of the tandem duplication 

mutation in the nucleic acid fragment of step (a). 

19 4. The core of the invention is the provision of the nucleic acid 
molecule protected under claim 1, which is designated a molecule of a 
tandem duplication mutant and is characterized in detail, on the one 
hand, by the FMS-like tyrosine kinase 3 encoded by said molecule, and, 
on the other hand, by a specific nucleotide sequence. This nucleotide 
sequence is either (a) tandem duplication mutation in the amino acid 
sequence of the juxtamembrane of FLT3 or (b) an in-frame tandem 
duplication mutation in the nucleotide sequence of exon 11 or of exons 
11 to 12 of FLT3. The detection of a tandem duplication mutation serves 
as a leukaemia indicator. For the determination of the subject-matter of 
the invention, the term "tandem duplication" and "tandem duplication 
mutation", respectively, which is contained in the latest defended version 
of the patent in suit in claim 1, and also in claims 2 and 14 as well as in 
all the other claims due to reference to said claims, is thus of central 
importance. 

20 a) According to the definition in the description of the patent in suit, 
the tandem duplication concerns an FLT3 nucleotide sequence in which 
an entire portion or partial portion of a nucleic acid encoding the 
juxtamembrane of the FLT3 gene is repeated one or more times in the 
same orientation. In this context, the repeated nucleotide sequences do 
not necessarily have to be directly sequential, other sequences (optional 
nucleotide sequences) may be contained in-between. In this connection it 
further reads in the specification of the patent in suit that there may be 
mutations resulting from deletion, substitution or addition of one or more 
bases between the corresponding tandem duplications (see Description 
paragraph 20). Consequently, the duplication is designated tandem 
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duplication since the insertion of the repeated sequence follows its first 
occurrence either directly or in vicinity, thus occurring as "tandem". 

21 The juxtamembrane is located between the transmembrane region 
and the kinase domain of the receptor protein kinase and, together with 
the kinase domain, forms an intracellular membrane region (Description, 
paragraph 18 [=19 T2]). The region encoding the juxtamembrane is 
defined by 18 base pairs on the 3' side of exon 10 and 117 base pairs on 
the 5' side of exon 11, whereas a region comprising 16 base pairs on the 
3' side of exon 11 and exon 12 encode a partial portion of the tyrosine 
kinase domain (Description, paragraph 28 [=30 T2]). 

22 b) The Patent Court discussed the term tandem duplication 
mutation in connection with the question of possible inadmissible 
extension and assumed that it was clear from the explanations in the 
patent in suit, in particular paragraphs 18 and 30, that the "origin and/or 
the location of the insertion" of the tandem duplication has to be within a 
region defined by 18 base pairs on the 3' side of exon 10 and 117 base 
pairs on the 5' side of exon 11 since the participation of the nucleotide 
sequence encoding the juxtamembrane of FLT3, which is intended by the 
teaching of the patent in suit, in the tandem duplication, would not be 
guaranteed otherwise. Consequently, in Examples 1 and 2, tandem 
duplication mutations are described which fulfil this requirement. Thus, 
for the five cases analysed in Example 1 of the patent in suit, it is 
established that the length mutations determined in the samples are due 
to tandem duplications in the nucleotide sequences of the 
juxtamembrane of the FLT3 gene. Since this is true also for the case 
designated as M155, in which the tandem duplication comprises 46 base 
pairs on the 3' side of exon 11 and the first 16 base pairs of exon 12, 
some of the 46 base pairs on the 3' side of exon 11 would have to 
correspond to the region in exon 11 which encodes the juxtamembrane 
of FLT3 (see Description, paragraph 67 [= 69 T2]). For the cases of 
Example 2, it is also confirmed that the mutations are located in the 
juxtamembrane of the FLT3 gene and no mutations were found in the 
nucleotide sequence encoding the domain of the tyrosine kinase (see 
Description, paragraph 70-72 [=72-74 T2]). 

23 With regard to alternative b of claim 1 (Feature 1.2.b), the Patent 
Court, which had to discuss the term "in the nucleotide sequence of exon 
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11 or exons 11 and 12 of FLT3" contained in the latest Main Request in 

the context of Auxiliary Requests II and Ill, assumed that nucleic acid 

molecules whose origin or location of the insertion of the tandem 

duplication was not in the portion of exon 11 encoding the 

juxtamembrane of FLT3 were also encompassed. Due to the fact that 

there are segments in exon 11 which, like exon 12, do not encode the 

juxtamembrane, the tandem duplication mutation in the nucleic acid 

molecules encompassed by alternative b may occur entirely in a region 

encoding the adjacent tyrosine kinase. 

24 c) Thus, the Patent Court reached the conclusion, which is right as 

such, that according to the definition of the tandem duplication mutation 
in the patent itself, the origin of the tandem duplication has to be, partly 
or completely, in the region encoding the juxtamembrane, whereas the 
location of the insertion may be in said region, however, not necessarily 

so. True that according to its wording, the formulation "the origin and/or 

location of the insertion" has to be in the region encoding the 

juxtamembrane, which has been used by the Patent Court, also includes 
the variant that with insertion of the duplication in the region encoding the 
juxtamembrane, the origin of the duplication does not necessarily have to 
be within this region. However, using "and/or", the Patent Court obviously 
only chose an inappropriate term. Since, in their explanations concerning 
the teaching of the invention, they stated clearly that in this context the 
origin of the tandem duplication in the region encoding the 
juxtamembrane is crucial and indispensable. Plaintiff's view that not only 
the origin of the tandem duplication is in the nucleotide sequence 
encoding the juxtamembrane but also the location of the insertion is in 
the region encoding the juxtamembrane since only then the result would 
be the mutation of the juxtamembrane, as required by the teaching of the 
patent in suit, is not substantiated in the wording of claim 1 nor in the 
specification of the patent in suit. As explained, the definition in the 
specification of the patent in suit only necessarily requires that the 
sequence which is repeated must be from the region, partly or 
completely, in which the juxtamembrane is encoded. It cannot be taken 
from the definition, however, that the duplicated sequence also has to be 
inserted in the region encoding the juxtamembrane between the 18 base 
pairs on the 3' side of exon 10 and the 117 base pairs on the 5' side of 
exon 11. Rather, as rightly pointed out by the Patent Court and the 
Defendant, it is clear from the examples of FLT3 nucleic acids, which are 
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mentioned in the patent in suit, that there are cases in which the 
complete original sequence is from the region encoding the 
juxtamembrane of exon 11 and the insertion of the duplicated sequence 
takes place completely in this region (M34 and M810). On the other 
hand, there is the case where the original sequence is located in only 
part of the region encoding the juxtamembrane in exon 11 and in an 

adjacent part of exon 12. In this case, as FLT3 nucleic acid M155 shows, 
the duplicated sequence which has to follow the original sequence is 
necessarily inserted into exon 12. This is also confirmed by the 
description according to which the region with tandem duplication in a 
juxtamembrane in the case of FLT3 encompasses a region which 
includes the entire or partial portion of the region of 18 base pairs on the 
3' side of exon 10 to 117 base pairs on the 5' side of exon 11, however, 
without being limited to this region which encodes the juxtamembrane, as 
long as the region has an exon 11 site (Description, paragraph 40 [=42 
T21). 

25 d) Contrary to the view held by the Patent Court, the definition of a 
tandem duplication mutation of the patent itself determines the subject-
matter of the tandem duplication mutation also in alternatives a and b of 
claim 1. Its assumption that alternative b comprises both in the granted 
version referring to a region comprising exon 11 or exons 11 to 12 and in 
the version defended as an auxiliary measure and now in the main 
request in the appeal proceedings, also nucleic acid molecules, wherein 
neither the origin nor the site of insertion of the tandem duplication is in 
the part of exon 11 which encodes the juxtamembrane of FLT3, is not 
mandatory according to the wording of the claim and, in any case, is 
incompatible with the definition of tandem duplication mutation of the 
patent itself, which was rightly established by the Patent Court. 

26 5. Claim 2 does not characterise - different to claim 1 - the nucleic 
acid molecule as the molecule of a tandem duplication mutant encoding 
the FMS-like tyrosine kinase 3. As in claim 1, however, the molecule has 
to have a nucleotide sequence with a tandem duplication mutation in 
(alternative a) or from (alternative b) the sequence of the juxtamembrane 
of FLT3. The difference between the subject-matter of claim 1, on the 
one hand, and claim 2, on the other hand, is thus only that the molecule 
according to claim 2 does have to have a specific tandem duplication 
mutation, however, not necessarily all the sequences encoding FLT3. 
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27 6. The method for the detection of the nucleic acid molecule of a 

tandem duplication mutation of claim 1, which is protected with claim 7, 

comprises two steps. 

28 a) Step a consists of the carrying out of a gene amplification 
reaction with a human nucleic acid sample, wherein a nucleic acid 
fragment is amplified which can be found in the FLT3 gene comprising 
exon 11 or exons 11 to 12 of the FLT3 gene and having a tandem 
duplication mutation of the juxtamembrane. For the definition of the 
tandem duplication mutation, the explanations regarding claim 1 apply 
accordingly. 

29 b) Step b consists in the detection of the presence of the 
tandem duplication mutation in the nucleic acid fragment from step a, 
whereby it is left to the expert how to carry out the detection. As the 
Patent Court rightly explained the detection is specified in dependent 
claims 8 and 9 step by step. According to claim 8, the detection consists 
in a sequence comparison of a "normal", i.e. non-mutated FMS-like 
tyrosine kinase 3-derived sequence. According to claim 9, this 
comparison can take place by using a length mutation as an index of the 
tandem duplication mutation. In other words, a sequence analysis is not 
necessary; rather, the presence of the tandem duplication mutation is 
indicated by the extension of the fragment, which results from the 
insertion of the duplicated nucleotide sequence. 

30 c) Plaintiff's Appeal against the resulting conclusion by the 
Patent Court that the detection of the length mutation of the invention 
suffices as detection of the presence of the tandem duplication mutation 
within the meaning of Feature b of claim 7 is of no avail. 

31 aa) The Patent Court has given detailed reasons as follows: 
Contrary to Plaintiff's opinion, the detection of a tandem duplication 
mutation according to step b does not require a detection beyond the 
length detection, such as in form of a sequence analysis of the DNA. For 
the interpretation of claim 7, to start with, claims 9 and 10 (corresponding 
to claims 8 and 9 in the version defended in the Main Request in the 
Second Instance), which refer back to claim 7, are of importance. These 
claims describe procedural measures in detail which specify the 
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detection in step b of the method according to claim 7. Thus, in claim 9 

(in the presently defended version claim 8), the detection is described as 
sequence comparison which, due to the back reference to claim 7 takes 

place based on the sequence lengths mentioned in claim 7, wherein the 

length of a mutated FLT3 sequence is compared to non-mutated one. 
Claim 10 (now claim 9) specifies this comparison further by no longer 

comparing with the wildtype FLT3 sequence but with a length mutation 
used as an "index" (indicator). In the description of the patent in suit, 
there are several indications that the detection of tandem duplications is 
detected by a comparison of the lengths of amplified DNA fragments, that 
is, preferably by means of the agarose gel electrophoresis 
(paragraphs 24 and 42 [=26 and 44 T2]). Contrary to Plaintiff's view, the 
sequence analyses mentioned in the specification of the patent in suit are 
no reason either to understand the detection in step b of claim 7 of the 
patent to be a combination of length comparison and sequence analysis. 
From the specification of the patent in suit it is clear that sequencing was 
necessary only for the first detection of the tandem duplication mutation 
of the patent in the juxtamembrane of the FLT3 gene, however due to 
knowledge of this teaching, the detection of the tandem duplication can 
be carried out by length comparison alone if - as is the case in claim 7 —
the nucleotide sequence encoding the juxtamembrane of the FLT3 gene 
is used. After all, the Plaintiff cannot rely on the fact that according to the 
paper by Schnittger et al. (K29) about a third of the cases with detected 
length mutation did not refer to tandem duplication mutation but other 
mutations and, thus, it was proven that simple length comparison was not 
sufficient for the detection. This finding, which was published in the year 
2012, had not yet been known at the priority date. 

32 bb) Said arguments stand up to Plaintiff's attack in the Appeal. The 
Patent Court rightly established the unambiguous disclosure content of 
the patent in suit with reference to the relevant explanations in the 
specification of the patent in suit. The Appeal cannot show that, in 
contrast to said disclosure content, Feature 7.2.b is to be understood in 
such a way that the detection of a tandem duplication mutation requires a 
detection that goes beyond a simple length comparison, for example in 
form of sequencing of the DNA. 

33 II. From the explanations regarding the subject-matter of the 
patent in suit it is clear without further ado that the Patent Court wrongly 
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assumed inadmissible extension of claims 1 and 2 as well as of the 
claims referring to both or one of these claims. Since the content of the 

original documents is nearly identical to the description of the patent in 

suit, as has already rightly been explained by the Patent Court; thus, 

claims 1 and 2 do not protect nucleic acid molecules other than the ones 
disclosed originally. 

34 III. Thus, the decision by the Patent Court, as far as it is at 
Defendant's disadvantage, proves to be incorrect, also for other reasons. 
However, the patent in suit is valid also in the version of the Main 
Request in the Second Instance for the reasons due to which the Patent 
Court considered the patent to be valid in the version of the contested 
judgement. Thus, it follows that Plaintiffs Appeal is bound to fail. 

35 1. Defending the patent in suit with the new Main Request is 
admissible pursuant to Section 116 Subsection 2 Patent Act. It is relevant 
and can be based on facts which are to serve for the Senate as a basis 
for the proceedings and the decision on the Appeal pursuant to 
Section 117 Patent Act. 

36 a) Claims 1 to 6 of the new Main Request essentially 
correspond to the Main Request in the First Instance. In so far as in 
claims 1 and 2 the phrase "nucleotide sequence of a region comprising" 
was replaced by "nucleotide sequence of" and "in-frame" was added, the 
amendments correspond to the phrase used in Auxiliary Request II and 
III in the First Instance, which was discussed by the Patent Court and 
which was incorporated into the claims considered to be legally valid by 
the Patent Court. 

37 b) As far as the further defended claims are concerned, they 
correspond to the Main Request filed in the First Instance provided that 
"in-frame" has also been incorporated into claim 14 and the subject-
matter of claims 12 and 13 in the granted version have been summarised 
in a new claim 13. The first version of the request is relevant for the 
reasons discussed in a. There are no objections against the new version 
of claim 13 since dependent claim 12, which has been taken over in non-
amended form in claim 13, was also already discussed by the Patent 
Court. 
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38 c) There are no objections against the clarity of the claims 
decided upon either. 

39 The fact that the Plaintiff consider the characterisation of the 
primers in claims 10 and 13 unclear is irrelevant in this context, since the 
patent in suit has been granted with these claims. Examination for clarity 
of claims which have already been granted is not provided for by either 
the European Patent Convention or the Patent Act. With the patent 
granted, the Patentee has gained a legal status which can only be 
withdrawn in its entirety or in parts in the cases provided for by law, i.e. if 
there is a reason for opposition or nullity. The European Patent 
Convention as well as the National Law conclusively provide for 
opposition and nullity reasons, which exclude lack of clarity (Art. 100, 138 
EPC; Sections 21, 22 Patent Act). Consequently, examination of clarity is 
not admissible in any case in so far as the alleged lack of clarity was 
already present in the granted claims (see European Patent Office, 
Decision dated 24 March 2015 — G 3/14; BGH, Decision dated 
27 October 2015 — X ZR 11/13 Marginal No. 31 juris — Fugenband). 

40 2. The subject-matter of the patent in suit in the version 
defended with the Main Request is also patentable. 

41 a) With regard to claim 7, the Patent Court stated concerning 
the prior art: 

42 In the paper considered to be novelty-destroying "Expression of 
the FMS/KIT-like gene FKT3 in human acute leukemias of the myeloid 
and lymphoid lineages", Blood 1992, 2584 (K3), the authors Birg et al. 
reported on the findings of a study concerning the expression patters of 
the FLT3 gene in acute leukemias of the myeloid and lymphoid lineages. 
Due to the fact that the FLT3 gene is a member of the gene family 
encoding type III receptor tyrosine kinases such as FMS or KIT, which 
are expressed in both normal hematopoietic precursor cells and in 
myeloid leukaemia cells, Birg et al. examined FLT3 expression in human 
leukaemia cells in their study. For this purpose, they carried out the 
Southern- and Northern-Blot-Analysis, respectively, a molecular biology 
method in which the DNA- and RNA molecules, respectively, which have 
been separated in the gel electrophoresis due to their different lengths, 
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are transferred onto a membrane and then are detected by specific 
probes. A gene amplification reaction as provided for in the method 

according to claims 7 and 8, during which exactly defined segments of a 

nucleic acid are duplicated using primers as well as a specific enzyme, 

however, was not carried out during the analyses and cannot be read 
between the lines either. Further, K3 does not disclose a nucleic acid 
molecule which, according to step a of the method of claim 7, comprises 
exon 11 or exons 11 and 12 of the FLT3 gene and has a tandem 
duplication mutation. In K3, apart from the non-mutated wildtype mRNA 
of FLT3, also extended mutations of FLT3 are disclosed. However, 
neither the type nor the position of the mutation leading to the extension 
of the mRNA is stated. Rather, numerous variants in form of sequence 
insertions and/or sequence duplications within the region encoding the 
FLT3 gene are possible reasons for the formation of the extended mRNA 
transcripts of FLT3, which were observed by Birg et al. 

43 For the detection of the expression of FLT3 in human cells and 
tissues, the authors of the paper by Rosnet et al. "Human FLT3/FLK2 
gene: cDNA cloning and expression in hematopoietic cells", Blood 1993, 
1110 (K4), did carry out gene amplification reactions and presented the 
resulting products by means of gel electrophoresis. However, the authors 
did not detect tandem duplication mutations as in claims 7 and 8. The 
objective of their study was not to search for deficiencies in the FLT3 
gene but to show the distribution of FLT3 in the haematopoietic cells and 
tissues of the human body. This is also the aim of the primers specific for 
the 5' end of the coding region and the probes dispersed over the entire 
cDNA. Even the use of the primers used in the gene amplification 
reactions does not, according to the information in K4, provide FLT3 
mutants by means of the tandem duplication mutation in question since 
only the mRNA transcript typical for the wildtype mRNA of FLT3 having a 
length of 3.7 kb or shorter partial sequences thereof are amplified. 

44 In the study "The Expression of FMS, KIT and FLT3 in 
Hematopoietic Malignancies", Leukemia and Lymphoma 1994, 223, by 
the authors Birg et al., submitted as K5, genetic modifications in the 
regions encoding type III receptor tyrosine kinases such as FLT3, FMS or 
KIT were in fact searched for, however, it was simply found that the 
human FMS gene was activated by point mutations in cases of myeloid 
leukaemia. Thus, a detection of nucleic acid molecules with the tandem 
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duplication mutations in the juxtamembrane of FLT3, which are 
mentioned in claims 7 and 8, is not described in this study either. 

45 Thus, the person skilled in the art does get an indication from K3 
that, in particular in samples of patients with acute myeloid leukaemia 
(AML), apart from the wildtype mRNA of FLT3 there are further mRNA 
transcripts of FLT3, which, having 13 kb and 3.9 to 4 kb, respectively, are 
bigger than the wildtype mRNA having a length of 3.7 kb. However, K3 
does not contain any information that goes beyond mere assumptions on 
the questions of how the extension comes about in detail and in which 
coding segment it occurs, since the necessary genomic DNA and cDNA 
of FLT3 had not been available to the authors yet. The objective of the 
study explained in K3 was to develop a relatively specific and insensitive 
marker for acute leukaemia by means of the detection of the expression 
of the FLT3 gene in leukaemia cells on mRNA level. Thus, the authors of 
K3 did put the interrelation between the expression of FLT3 and the 
occurrence of specific leukaemia phenotypes in the focus among 
experts. However, the person skilled in the art is not provided with any 
information in K3 indicating either that the extended mRNA transcripts of 
FLT3 are connected with specific leukaemia phenotypes or that tandem 
duplications in the juxtamembrane of FLT3 with participation of exon 11 
and exons 11 to 12 are of importance as regards the occurrence of 
leukaemia phenotypes. Prior art document K4 does not provide the 
person skilled in the art with any further information necessary to achieve 
the solution of the invention. The authors of K4 do come to the 
conclusion that modifications of the FLT3 gene should be analysed in 
connection with the development of leukaemias, however, they did not 
discuss genetic modifications of the FLT3 gene in detail. Prior art 
document K5 constitutes an incentive, at best, for the person skilled in 
the art to search for genetic modifications in the FLT3 gene. What these 
mutations look like, whether they are of importance for the development 
of blood diseases and whether they are suitable specific markers for 
leukaemia phenotypes in detection methods is not clear from the prior art 
document. Even considering prior art documents K3, K4 and K5 in 
combination, the person skilled in the art would have had to take an 
inventive step, since s/he would not simply combine the mere 
assumption to possibly find FLT3 mutations with the expectation of 
success with regard to finding a mutation type which occurs in the human 
body consistently and which proves to be a reliable prognostic marker 
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with specific leukaemia diseases in humans. The further prior art 
documents submitted by the Plaintiff do not lead to a different 
assessment. Thus, the prior art does not provide any indication for the 
fact that the detection of tandem duplication mutations in the 
juxtamembrane of FLT3 with participation of exon 11 or exons 11 to 12 

could be of interest for the assessment of leukaemia diseases. 

46 b) From the above considerations which withstand 
examination in the Appeal Proceedings and are not substantially 
attacked by the Plaintiff, it is clear that also the subject-matter of claims 1 
and 2 was neither anticipated nor suggested by the prior art. 

47 Thus, the Plaintiff claims that the subject-matter of the invention is 
not new since K3 shows all the measures for the detection of nucleic acid 
molecules with tandem duplication according to the patent in form of 
length comparison. If, as claimed by Defendant, the detection of a length 
mutation suffices for the detection of a nucleic acid molecule according to 
claims 1 and 2, the subject-matter of these claims is also anticipated by 
K3. In this context, Plaintiff disregards the fact that claims 1 and 2 require 
that the tandem duplication has its origin in the region encoding the 
juxtamembrane, while no information can be taken from K3 with regard to 
the origin of the length mutations established according to the method 
described. Thus, Plaintiff fails in arguing that the nucleic acid molecule of 
one of the two claims was described in the prior art or that is was 
available to the person skilled in the art in some other way. 

48 With the regard to the attack on inventive step, the same applies 
accordingly. In so far as it is further based on the claim that the problem 
given is not solved, it is just as unsubstantiated as the criticism that it is 
based on an error in reasoning when the Patent Court denies an 
appropriate expectation of success for analyses which could have 
detected the nucleic acid molecule of the invention, however, considers 
further experiments with the objective to determine activating mutations 
in the FLT3 gene of leukaemia cells to be initiated. Contrary to the 
Appeal opinion by the Plaintiff, this is not contradictory, since the interest 
in the determination of (possible) activating mutations does not yet say 
anything about the question whether the person skilled in the art had 
been motivated to carry out analyses by means of which s/he could have 
reached the findings underlying the patent in suit or whether s/he had 
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any reason to carry out these analyses with an expectation of success 

corresponding to the effort necessary, which was not explained by the 

Plaintiff. The Patent Court has not established any indications in this 

regard and none have been submitted in the documents referred to in the 

Appeal of the First Instance by the Plaintiff. 

49 c) The objection that the subject-matter of claims 1 and 2 is a 

non-patentable discovery is not substantiated either. 

50 aa) Pursuant to Article 52 Section 2 letter a, Subsection 3 EPC, 

a discovery per se is not eligible for patent protection, as is the case with 

a scientific theory or a mathematical method. Contrary to the Decision on 

the American Patent Act by the Supreme Court of the United States of 
America (566 U.S. (2012) — Mayo v. Prometheus), however, a teaching 

as to a technical activity which teaches the use of a discovery to achieve 

a specific success is eligible to patent protection according to European 

- and German - law independently from the question whether the 
teaching relating to the use of the discovered natural law-relationship 
contains an "inventive surplus". Any technical activity is based on the 
purposeful use of natural laws so that during examination of the question, 
which is relevant - also to patent protection of computer implemented 
inventions -, whether the taught technical solution of the problem is 
based on inventive step, it would be wrong to ignore the question 
whether the recognition of a physical, chemical or biological regularity, 
which forms the basis for the technical teaching of the invention, was 
obvious to the person skilled in the art. 

51 bb) Thus, it is not contrary to the patentability of the subject-
matter of claims 1 and 2 that the technical teaching consists only in the 
instruction to provide the nucleic acid molecule mentioned in these 
claims. This is confirmed by Regulation 29 AOEPU2 which specifies - in 
accordance with Section 1a Subsection 1 Patent Act — that the human 
body, at the various stages of its formation and development and the 
simple discovery of one of its elements, including the sequence or partial 
sequence of a gene, cannot constitute patentable inventions. This 
reaffirms the principle clear from the invention term that it is not the 

2 AOEPU (Ausfuhrungsordnung zum Europaischen PatentUbereinkommen) = Implementing 
Regulations to the EPC 
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discovery of a sequence but the disclosure that and how it can be used 

technically by isolation (Regulation 29 Section 2 AOEPU1, Section la 

Subsection 2 Patent Act) constitutes a teaching eligible for patent 

protection. It does, however, not require "explicit characterization" of the 

sequence as isolated or obtained by a technical method, as considered 

necessary by the Plaintiff, since it is intrinsic to any substance claim that, 

with the designation of the subject, it characterizes the protected 

technical teaching to provide said subject (by means of a technical 

method). 

52 cc) Furthermore, the objection that the invention was filed 

"incomplete" and that, at a later point in time, considerable effort was 

necessary to verify the given technical teaching - which was not 

explained in detail anyway - is not relevant either. It is not necessary for 

the inventor to have recognized why the technical teaching of the 

invention works, nor to provide scientific reasons for it. It suffices for 
her/him to provide the person skilled in the art with the information 
necessary to carry out the technical teaching of the invention. The Patent 
Court rightly explained that this condition is fulfilled in the disputed 
matter. 

53 d) The subject-matter of claims 4, 5 and 6 is patentable due to 
the back reference for the same reasons as the subject-matter of claims 
1 and 2, and nothing else applies to the method according to claim 7 and 
claims 8 and 11 which refer back to claim 7, as well as the kit according 
to claim 13 for a method according to any one of claims 7 to 11. Finally, 
nothing else applies to the subject-matter of claim 14 (in the version of 
the Main Request, 16 and 17 (15 and 16 according to the numbering of 
the Main Request), as well as 19 and 20 (17 and 18 according to the 
numbering of the Main Request) which are covered by the patentability of 
the nucleic acid molecule or of the polypeptide encoded by it, which is 
used or expressed according to the claim. 

54 3. The further nullity reasons asserted by the Plaintiff do not 
apply either. 

55 a) The Patent Court rightly rejected inadmissible extension for 
the claims which it considered legally valid. 
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56 aa) In this respect, it stated: 

57 Patent claims 7 and 8 are not inadmissibly broadened due to the 

fact that in the text passage "Nucleotide sequence of a region comprising 

exon 11 or exons 11 to 12 of FLT3", which is contained in the 

specification of the patent in suit and in the documents as originally filed, 

was replaced by the wording "Nucleotide sequence of exon 11 or exons 

11 to 12 of FLT3". In this way, the nucleotide sequence relevant for the 

detection method of the invention is limited to the exact sequence of 

exon 11 or exons 11 to 12 since the inclusion of further nucleotide 

sequences on the 3' and 5' side of exon 11 and 12 is excluded. Such 

limitation is disclosed by both the specification of the patent in suit and 

the documents as originally filed, which each assume that the tandem 

duplication mutation is located within the nucleotide sequence of exon 11 

or exons 11 to 12. 

58 Further, it does not hold that claims 7 and 8 are inadmissibly 

extended due to the fact that in contrast to claim 15 of the documents as 

originally filed, they no longer contain the feature of the production of a 
human nucleic acid sample. According to the method of the patent in suit, 
the production of the samples takes place in a common way which is 
known to the person skilled in the art. In view of the fact that according to 
the teaching disclosed in the specification of the patent in suit and in the 
documents as originally filed, the tandem duplication mutation is located 
within the nucleotide sequence of exon 11 or exons 11 to 12 and the 

juxtamembrane of FLT3 encompasses a region which is defined by 
18 base pairs on the 3' side of exon 10 and 117 base pairs on the 5' side 
of exon 11, the mentioning of the primers in claims 11 and 14 of Auxiliary 
Request III does not constitute an inadmissible extension either. 

59 Contrary to Plaintiff's opinion, claim 8 does not extend beyond the 
original application due to the fact that it is not limited to coding nucleic 

acid molecules. According to the documents as originally filed, the 
teaching of the invention is important not only for the nucleic acid 
molecules encoding the amino acid sequence of the juxtamembrane of 
FLT3 but also for the substantially shorter nucleic acid molecules of SEQ 
ID NOs. 6 to 15, which have no juxtamembrane-encoding properties. 
Furthermore, claim 15 of the original application provides for both the 

amplification of the nucleic acid sequences, in process step b, with a 
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tandem duplication mutation encoding a receptor protein kinase and also 

for the amplification of partial sequences which merely would have to be 

derived from the encoding nucleic acid sequence. 

60 Claim 12 is not inadmissible extension either. From the entirety of 

the documents as originally filed it is clear that hematopoietic stem cells 

expressing the tandem duplication mutation of the patent are compared 

to cells expressing the normal FLT3 gene, which is possible only if 

mutated cells are compared to the non-mutated cells of a healthy -

normal - subject. Likewise, the intended uses mentioned in claim 16 (15 

in numbering of the Main Request) - screening for a drug and 

examination and treatment of a blood cell disease - are clear from the 

documents as originally filed (Paragraph 63 of the Publication of the 

Application = Paragraph 62 of the Patent Specification [= Paragraph 64 
T2D. 

61 bb) This assessment withstands the attacks in Plaintiff's Appeal, 
which, according to the explanations regarding the interpretation of claim 
1, are essentially based on the incorrect assumption that the valid claims 
do not presuppose a tandem duplication mutation derived from the amino 
acid sequence of the juxtamembrane. Plaintiff's opinion that the 

documents as originally filed do not disclose a mere "length mutation" is 
also based on an incorrect understanding of the protected teaching and 
can, thus, not substantiate the assumption of an inadmissible extension. 

62 Plaintiff's objection that the length mutation is no reliable indicator 
(index) for a tandem duplication mutation in the amino acid sequence of 
the juxtamembrane of FLT3, which has been put forward repeatedly, is 
also irrelevant. Apart from the fact that this statement has not been 
substantiated sufficiently, it is no argument against the original disclosure 
of the protected teaching but an objection, which is irrelevant regarding 
patent law, against the reliability of the method mentioned in claim 9 
wherein the length mutation is treated as an (in principle sufficient) index 
for the presence of a tandem duplication mutation in the nucleic acid 
fragment of step a of the method of claim 7. 

63 For the reasons given by the Patent Court regarding claim 8 there 
is no inadmissible extension also due to the fact that claim 2 does not 
require a FLT3-encoding molecule. Based on the interpretation of claim 2 
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explained above, the explanations of the Patent Court are right. The 

same applies to claim 15. 

64 b) The Patent Court also rightly considered the teaching of the 

invention as sufficiently disclosed. 

65 aa) In this context, it stated: 

66 Contrary to Plaintiff's opinion, the subject-matter of claims 7 

and 8 are disclosed in a sufficiently clear and complete manner for the 

person skilled in the art to carry them out. The specification of the patent 

in suit not only contains information about how the sample used in the 

detection method of claims 7 and 8 can be isolated from human nucleic 

acid but also information about how the nucleic acid fragment with a 

tandem duplication mutation in the juxtamembrane of the FLT3 gene is to 

be amplified. Moreover, with the agarose gel electrophoresis or the 

hybridisation in the specification of the patent in suit detection methods 

are described which have been known to the person skilled in the art and 
for which s/he does not need further information, which, however, are 
given in detail in Example 1. 

67 The method claimed is not to be considered insufficiently 
disclosed also due to the fact - as is held by Plaintiff — that the method 
does not contain a step by means of which mutated samples can be 

determined prior to the actual detection. According to the wording of 

claim 7 a tandem duplication mutation is not necessarily found in the 
juxtamembrane of the FLT3 gene. Thus, the method of claim 7 and 8 
also includes the negative detection. 

68 bb) Thus, the Appeal is limited to the argument already discussed 
that the determination of a length mutation is insufficient for (reliable) 
determination of a tandem duplication mutation in the juxtamembrane of 
the FLT3 gene, which is why the invention is not disclosed over the entire 
scope of protection claimed. Thus, the Plaintiff cannot disprove the 
correct statements by the Patent Court. 

69 IV. The judgement on the costs is based on Section 121 
Subsection 2 Patent Act and Section 97 Subsection 1, Section 92 

Subsection 1 Civil Code of Procedure (ZPO). 
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