
a  S c i T e c h n o l  j o u r n a lResearch Article

Kashiwakura and Kawakami, J Genet Disor Genet Rep 2017, 6:2
DOI: 10.4172/2327-5790.1000156 Journal of Genetic 

Disorders & Genetic 
Reports

All articles published in Journal of Genetic Disorders & Genetic Reports are the property of SciTechnol, and is protected by 
copyright laws. Copyright © 2017, SciTechnol, All Rights Reserved.International Publisher of Science, 

Technology and Medicine

Expression of TCTP-Related 
Genes
Jun-ichi Kashiwakura1,2 and Toshiaki Kawakami1,3*

*Corresponding author: Toshiaki Kawakami, M.D, Ph.D, Division of Cell Biology, 
La Jolla Institute for Allergy and Immunology, 9420 Athena Circle, La Jolla, California 
92037, USA, Tel: +858-7526814; Fax: +858-7526986; E-mail: toshi@liai.org

Received: May 06, 2017 Accepted: May 22, 2017 Published: May 30, 2017

Abstract

Translationally controlled tumor protein (TCTP) encoded by 
TPT1 gene is a multifunctional protein involved in fundamental 
cellular processes of cell-cycle progression, proliferation, survival, 
malignant transformation, and regulation of pluripotency and 
cancer stem cells, as well as allergic inflammation. Here we report 
the cloning of four TCTP-related cDNAs from human peripheral 
blood mononuclear cells. These genes lack introns, suggesting 
that they are pseudogenes generated by retrotransposon-mediated 
integration of TPT1 gene. However, some of them are expressed 
at extremely low levels in limited tissues and hematopoietic cells. 
None of the four related proteins is expected to bind IgE, which is 
required for TCTP’s proallergic reactions. These results collectively 
suggest that they genes play negligible biologic roles in humans.
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after metaphase [28]. Probably because of the above-mentioned roles 
of TCTP in the fundamental cellular processes, TCTP knockout mice 
are embryonically lethal [29,30].

Despite the lack of a signal sequence, TCTP can be secreted and the 
secreted protein is also known as histamine-releasing factor (HRF). 
HRF can stimulate histamine release and IL-4 and IL-13 production 
from IgE-sensitized ba sophils and mast cells [31,32]. HRF-like 
activities were found in bodily fluids during allergic reactions, 
implicating HRF in allergic diseases [33,34]. We recently found that 
~25% of IgE molecules can bind to HRF via their Fab interactions with 
two binding sites within the HRF molecule, N19 and H3 [35]. The 
use of peptide inhibitors that block HRF-IgE interactions revealed an 
essential role for HRF in promoting skin hypersensitivity and airway 
inflammation [35].

The chromosomal localization of human [36,37] and mouse [38] 
TPT1 genes has been described. TPT1-derived pseudogenes were 
found in mouse [38], rabbit and human [39] genomes. In this study, we 
isolated four TPT1-related transcripts and studied their transcription 
in various human cell types and tissues.

Materials and Methods
Cloning of TCTP-related cDNAs

Candidate human TCTP-related nucleotide sequences were searched 
in Human genomic plus transcript database with the BLAST 
algorithm. mRNA expression of the TCTP-related genes was analyzed 
by RT-PCR and only genes whose mRNA expression was detected 
were cloned. Human TCTP-related cDNAs were amplified by RT-
PCR using the primers listed in Table 1 and ligated in pCR-Blunt II-
TOPO vector (Invitrogen). The cDNA sequences were analyzed using 
M13 reverse and M13 forward (-20) primers.

Sequence analysis

Alignments of nucleotide and protein sequences of human TCTP-
related molecules were done by Genetyx software (Version 11). 
Molecular phylogenetic trees of the TCTP-related nucleotides and 
proteins were constructed by UPGMA algorithm [40-43]. 

mRNA expression

An equal amount of total RNA (1 µg) was used for reverse transcription 
reaction. Quantitative RT-PCR was performed as follows: cDNA (10 
ng) was amplified in a 25 µl reaction volume containing SYBR Premix 
Ex Taq II (TAKARA) and 0.4 µM forward and reverse primers listed 
in Table 2 using Applied Biosystems 7500 real-time PCR system. 
PCR conditions: 95°C for 30 sec, followed by 40 amplification cycles 
(TCTP & TCTP2: 95°C for 15 sec; 60°C 1 min, TCTP3 & 4: 95°C 
for 15 sec; 57°C for 30 sec; 72°C for 1 min, TCTP5: 95°C for 15 sec; 
53°C for 30 sec, 60°C for 1 min). All amplified PCR products yielded 
a single melting peak. Absolute expression levels of the TCTP-related 
molecules were determined using each cDNA as a standard.

Statistical analysis

Statistical analysis was performed using Student’s t test. P values of 
<0.05 were considered statistically significant.

Introduction
The TPT1 gene encoding translationally controlled tumor protein 
(TCTP) was discovered as a gene highly expressed in tumor cells [1-3]. 
Despite its name, TCTP expression is subject to both transcriptional 
and translational control [4-7]. TCTP within a cell plays a critical role 
in the fundamental processes of cell-cycle progression, proliferation, 
survival, malignant transformation and regulation of pluripotency 
[8-10]. TCTP, a Ca2+-binding protein [11-14], is involved in the 
elongation step of protein synthesis by interacting with both eEF1A 
(a small GTPase) and eEF1B β (a guanine nucleotide ex change factor) 
[15-17]. Drosophila TCTP acts as the guanine nucleotide exchange 
factor for Rheb (Ras homologue enriched in brain), a GTPase 
of the Ras superfamily that regulates the TSC1-mTOR pathway 
[18]. Downregulation of TCTP expression induces a reversal of 
tumor cells into a normal cell phenotype [19,20]. TCTP is an anti-
apoptotic protein: TCTP interacts with Mcl-1 [21,22] and Bcl-xL 
[23], anti-apoptotic members of the Bcl-2 family. Recent studies 
identified mutual antagonism between p53 tumor suppressor and 
TCTP, with TCTP promoting p53 degradation via MDM2-mediated 
ubiquitination of p53 and with p53 directly repressing TCTP 
transcription [24,25]. Another conserved property of TCTP is its 
interaction with microtubules [26] and mitochondria [27]. TCTP is a 
microtubule-binding and -stabilizing protein, and its phosphorylation 
by polo-like kinase decreases the microtubule-stabilizing activity of 
TCTP and promotes the increase in microtubule dynamics that occurs 
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kidney, thymus, placenta, and fetal liver. TCTP5 was expressed by 
brain, spleen, kidney, thymus, blood, and fetal liver. Interestingly, 
thymus expressed TCTP3, TCTP4, and TCTP5 at the highest levels 
among the tested tissues. However, their levels were about one order 
of magnitude lower or less than that of TCTP. 

Since we are interested in potential interference with or enhancement 
of TCTP’s role by the TCTP-related proteins in allergic and 
hematologic diseases, we tested the mRNA expression of TCTP and 
its related pseudogenes in hematopoietic human cell lines including T 
cells (Jurkat and ATL-1K), B cells (NALM6 and RAMOS), mast cells 
(HMC-1), monocytes (MOLM13, THP-1 and U937), lymphoblasts 
(K562), promyelocytes (HL-60), megakaryoblasts (UT-7), and 
erythroblasts (TF-1 and HEL). Consistent with previous studies, 
TCTP mRNA was expressed at high levels by all cell lines (Figure 4). 
By contrast, TCTP2 was not expressed by any cell lines, which is in 
line with the tissue expression results. Compared with TCTP mRNA, 
TCTP3 was expressed at ≥1000-fold lower levels by Jurkat and THP-
1 cells. TCTP4 was expressed at ≥100-fold lower levels by Jurkat, 
NALM6, HMC-1, MOLM3, and THP-1 cells. TCTP5 was expressed 
at >28-fold lower levels by Jurkat (>620-fold) and HMC-1 (28.8-fold) 
cells.

Discussion
This study demonstrates that several TCTP-related intronless 
sequences are present in the human genome. These TCTP-related 
pseudogenes, particularly TCTP2, are expressed very poorly, i.e., at 
least 100-fold lower than TCTP, except for TCTP5 in HMC-1 mast 
cells, which is expressed around one thirtieth of TCTP level. Such a 
low and limited expression almost guarantees negligible biological 
importance of these gene products. Given the importance of HRF 
homodimer, whose disulfide bonding involves Cys172, in activation 
of mast cells, it is an important observation that the least expressed 
TCTP2 is only one with an equivalent Cys residue. As inflammations 
induced by HRF-IgE interactions are suppressed by single HRF 
inhibitors such as GST-N19 and GST-H3 [35], both IgE-binding sites 
in N19 and H3 regions are required for HRF’s biologic functions. 
Among TCTP-related proteins, TCTP4 alone has both N19 and H3 
regions. However, TCTP4’s N19 region would not bind IgE, as it 
has 5-residue replacements. These results collectively suggest that 
TCTP-related pseudogenes TCTP2-5 do not play significant biologic 
functions within and outside the cell.

Results
The human TPT1 gene (NM_003295.2) on chromosome 13q14.13 
[37] is the canonical TCTP gene. We have isolated 4 related genes 
located on different chromosomes by PCR from a cDNA preparation 
derived from human PBMCs (Figure 1): TCTP2 (XM_001718916.1) 
on chromosome 9q33.1; TCTP3 (XR_038938.1) on chromosome 
6q24.2; TCTP4 (NM_207422.1) chromosome Xq13.1; TCTP5 
(AL359851.19) chromosome Xq24-25. These genes are highly 
homologous to TCTP: TCTP2, 76.2%; TCTP3, 29.1%; TCTP4, 67.2%; 
TCTP5, 41.9% identical at the amino acid level (Figure 2 and Table 
3). TCTP2 lacks the N-terminal 34 residues, but the rest of the amino 
acid sequence is similar to TCTP except for the replacement of 5 
residues. Thus, TCTP2 lacks the IgE-binding N19 region, but has the 
other HRF-binding H3 domain that is identical to TCTP. TCTP3 is 
only 55 residues long, corresponding to the TCTP’s N-terminus with 
5-residue replacements. Thus, TCTP3 retains the N19 sequence, 
but lacks the H3 domain. TCTP4 can encode a 140-residue protein 
with a 5-residue N-terminal extension and the loss of homology 
after the stretch of the sequence of NYQ. TCTP4 also has 14-residue 
replacements, including 5 residues in the N19 region, compared with 
TCTP. TCTP5 is the least homologous member with two internal 
deletions of four residues corresponding to residues14-17 of TCTP, 
which is within the N19 region, and one residue corresponding 
to residue 72 of TCTP and an insertion of 5 nucleotides after the 
MKS stretch corresponding to residues 96-98 of TCTP, resulting in 
a frame shift. In addition to these changes, TCTP5 has 22-residue 
replacements in the 1-98 segment of TCTP.

Lacking introns unlike TPT1, they must have been generated 
by retrotransposon-mediated integration of the TPT1 gene and 
subsequent mutation during evolution. Processed pseudogenes 
of TCTP were also found in the rabbit and mouse genomes [6,38]. 
Pseudogenes are generally considered inactive, but some studies 
report the transcription of processed pseudogenes [40-42]. This seems 
to be the case for some rabbit pseudogenes of TPT1 [39]. Therefore, 
we determined whether these related sequences are expressed in 
human tissues and cells. All tested human tissues, including brain, 
heart, lung, liver, spleen, kidney, thymus, blood, tonsil, trachea, 
pancreas, small intestine, placenta, fetal liver, fetal spleen and fetal 
thymus, well expressed TCTP mRNA (encoded by TPT1) (Figure 3). 
However, no tissues expressed TCTP2. TCTP3 was expressed only in 
lung and thymus. TCTP4 was expressed by brain, lung, liver, spleen, 

5’ primer 3’ prime
TCTP2 AAAAGGATCCATGGTCAGTAGGACAGAAGG AAAAGAATTCTTAACATTTTTCCGTTTCTA
TCTP3 AAAAGGATCCATGATTATCTACCGCGACCT AAAAGAATTCTGCCAAATTTGTTAACATTT
TCTP4 AAAAGGATCCATGGAAACCGTCATCATGAT AAAAGAATTCTCATGTTTTCTGGTAGTTTT
TCTP5 AAAAGGATCCATGATTATCTATCCAGACCT AAAAGAATTCTTAATAATTTTTCATTTCCAA

Table 1: List of primers used to amplify human TCTP-related cDNAs.

TCTP forward ATCGCGGACGGGTTGTGCCT
TCTP2 forward ATTGTGGACGGGCTGTGCTG
TCTP3 forward ATCATGGACGGGCTGTACCT
TCTP4 forward ATTGCAGACGGGCTGCGCCT
TCTP5 forward AGTGAGATTTACAAGAA

Common reverse AGTGATTACTGTGCTTTC

Table 2: List of forward and reverse primers used.
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Nucleotides identical to TPT1 cDNA is enclosed and absent nucleotides are shown by “-“  
The initiation and stop codons are indicated by red squares

 

TCTP
TCTP2
TCTP3
TCTP4
TCTP5

Figure 1: Nucleotide sequences of human TCTP and TCTP-related cDNAs. 

 

 A: Amino acid sequences of TCTP-related cDNA products 

 B: Molecular phylogenetic trees of the TCTP-related proteins (D) were shown 

Figure 2: Sequence alignment of TCTP-related genes.
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Name Gene ID # of AA Chromosome % homology*
TCTP NM_003295 172 aa 13q14.13 N/A
TCTP2 XM_001718916.1 138 aa 9 76.2%
TCTP3 XR_038948.1 55 aa 6 29.1%
TCTP4 NM_207422.1 140 aa Xq13.1 67.2%
TCTP5 AL359851.15 107 aa Xq24-25 41.9%

*Amino acid identity was calculated against 172 residues in TCTP, except that TCTP4’s homology was calculated against the denominator of 177 with its 5 residue 
N-terminal extension.

Table 3: Table showing percentage of amino acid  homology.

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

cDNAs were synthesized from human tissue RNAs, and the expression of TCTP -related molecules was 

analyzed by qRT-PCR. The Data are presented as mean ± SEM 

Figure 3: Expression of TCTP and related genes in human tissues.
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qRT-PCR data are presented as mean ± SEM. HMC-1, mast cell leukemia cell; Jurkat, T cell leukemia cell; 

ATL-1K, adult T -cell leukemia cell; NALM6, acute lymphoblastic leukemia cell; RAMOS, Burkitt’s 

lymphoma cell; MOLM3, acute lymphoblastic leukemia cell; THP-1, acute monocytic leukemia cell; U937, 

histiocytic lymphoma cell; K562, chromic myeloid leukemia cell; HL -60, acute promyelocytic leukemia 

cell; UT-7, megakaryoblastic leukemia cell line; TF-1, erythroleukemia cell; HEL, erythroleukemia cell 

Figure 4: Expression of TCTP and related genes in human hematopoietic cells. 

Acknowledgement

This study was performed mostly at the former Laboratory for Allergic Disease, 
RIKEN Center for Integrative Medical Sciences, Yokohama 230-0045, Japan. 
It was supported in part by grants from the US National Institutes of Health 
(HL124283), the Ministry of Education, Culture, Sports, Science and Technology, 
Japan (25253071, 15K10794, 25670483), Takeda Science Foundation, and 
Nipponham Foundation for the Future of Food. 

References

1. Benndorf R, Nürnberg P, Bielka H (1988) Growth phase-dependent 
proteins of the Ehrlich ascites tumor analyzed by one-and two-dimensional 
electrophoresis. Experimental cell research 174: 130-138.

2. Yenofsky R, Bergmann I, Brawerman G (1982) Messenger RNA species 

partially in a repressed state in mouse sarcoma ascites cells. Proceedings of 
the National Academy of Sciences 79: 5876-5880.

3. Yenofsky RI, Cereghini S, Krowczynska A, Brawerman G (1983) Regulation 
of mRNA utilization in mouse erythroleukemia cells induced to differentiate by 
exposure to dimethyl sulfoxide. Molecular and cellular biology 3: 1197-1203.

4. Böhm H, Benndorf R, Gaestel M, Gross B, Nürnberg P, et al. (1989) The 
growth-related protein P23 of the Ehrlich ascites tumor: translational control, 
cloning and primary structure. Biochemistry international 19: 277-286.

5. Bommer UA, Lazaris-Karatzas A, De Benedetti A, Nürnberg P, Benndorf R, et 
al. (1993) Translational regulation of the mammalian growth-related protein P23: 
involvement of eIF-4E. Cellular & molecular biology research 40: 633-641.

6. Thiele H, Berger M, Lenzner C, Kühn H, Thiele BJ (1998) Structure of 
the promoter and complete sequence of the gene coding for the rabbit 

http://www.sciencedirect.com/science/article/pii/0014482788901486
http://www.sciencedirect.com/science/article/pii/0014482788901486
http://www.sciencedirect.com/science/article/pii/0014482788901486
http://www.pnas.org/content/79/19/5876.short
http://www.pnas.org/content/79/19/5876.short
http://www.pnas.org/content/79/19/5876.short
http://mcb.asm.org/content/3/7/1197.short
http://mcb.asm.org/content/3/7/1197.short
http://mcb.asm.org/content/3/7/1197.short
http://europepmc.org/abstract/med/2479380
http://europepmc.org/abstract/med/2479380
http://europepmc.org/abstract/med/2479380
http://europepmc.org/abstract/med/7787881
http://europepmc.org/abstract/med/7787881
http://europepmc.org/abstract/med/7787881
http://127.0.0.1/
http://127.0.0.1/


Citation: Kashiwakura J, Kawakami T (2017) Expression of TCTP-Related Genes. J Genet Disor Genet Rep 6:2.

• Page 6 of 6 •

doi: 10.4172/2327-5790.1000156

Volume 6 • Issue 2 • 1000156

translationally controlled tumor protein (TCTP) P23. European Journal of 
Biochemistry 257: 62-68.

7. Walsh BJ, Gooley AA, Williams KL, Breit SN (1995) Identification of macrophage 
activation associated proteins by two-dimensional gel electrophoresis and 
microsequencing. Journal of leukocyte biology 57: 507-512.

8. Bommer UA (2012) Cellular function and regulation of the translationally 
controlled tumour protein TCTP. The Open Allergy Journal 5: 19-32. 

9. Bommer UA, Thiele BJ (2004) The translationally controlled tumour protein 
(TCTP). The international journal of biochemistry & cell biology 36: 379-385.

10. Koziol MJ, Garrett N, Gurdon JB (2007) Tpt1 activates transcription of oct4 
and nanog in transplanted somatic nuclei. Current 17: 801-807.

11. Feng Y, Liu D, Yao H, Wang J (2007) Solution structure and mapping of a very 
weak calcium-binding site of human translationally controlled tumor protein 
by NMR. Archives of biochemistry and biophysics 467: 48-57.

12. Graidist P, Yazawa M, Tonganunt M, Nakatomi A, Lin CC (2007) Fortilin binds 
Ca2+ and blocks Ca2+-dependent apoptosis in vivo. Biochemical Journal 
408: 181-191.

13. Kim M, Jung Y, Lee K, Kim C (2000) Identification of the calcium binding sites 
in translationally controlled tumor protein. Archives of pharmacal research 
23: 633-636.

14. Sanchez JC, Schaller D, Ravier F, Golaz O, Jaccoud S, et al. (1997) 
Translationally controlled tumor protein: a protein identified in several 
nontumoral cells including erythrocytes. Electrophoresis 18: 150-155.

15. Cans C, Passer BJ, Shalak V, Nancy-Portebois V, Crible V, et al. (2003) 
Translationally controlled tumor protein acts as a guanine nucleotide 
dissociation inhibitor on the translation elongation factor eEF1A. Proceedings 
of the National Academy of Sciences 100: 13892-13897.

16. Fleischer TC, Weaver CM, McAfee KJ, Jennings JL, Link AJ (2006) 
Systematic identification and functional screens of uncharacterized proteins 
associated with eukaryotic ribosomal complexes. Genes & development 20: 
1294-1307.

17. Langdon JM, Vonakis BM, MacDonald SM (2004) Identification of the 
interaction between the human recombinant histamine releasing factor/
translationally controlled tumor protein and elongation factor-1 delta (also 
known as eElongation factor-1B beta). Biochimica et Biophysica Acta (BBA)-
Molecular Basis of Disease 1688: 232-236.

18. Hsu YC, Chern JJ, Cai Y, Liu M, Choi KW (2007) Drosophila TCTP is essential 
for growth and proliferation through regulation of dRheb GTPase. Nature 445: 
785-788.

19. Tuynder M, Fiucci G, Prieur S, Lespagnol A, Géant A et al. (2004) 
Translationally controlled tumor protein is a target of tumor reversion. 
Proceedings of the National Academy of Sciences of the United States of 
America 101: 15364-15369.

20. Tuynder M, Susini L, Prieur S, Besse S, Fiucci G, et al. (2002) Biological 
models and genes of tumor reversion: cellular reprogramming through tpt1/
TCTP and SIAH-1. Proceedings of the National Academy of Sciences 99: 
14976-14981.

21. Liu H, Peng HW, Cheng YS, Yuan HS, Yang-Yen HF (2005) Stabilization and 
enhancement of the antiapoptotic activity of mcl-1 by TCTP. Molecular and 
cellular biology 25: 3117-3126.

22. Zhang D, Li F, Weidner D, Mnjoyan ZH, Fujise K (2002) Physical and functional 
interaction between myeloid cell leukemia 1 protein (MCL1) and Fortilin The 
potential role of MCL1 as a fortilin chaperone. Journal of Biological Chemistry 
277: 37430-37438.

23. Yang Y, Yang F, Xiong Z, Yan Y, Wang X, et al. (2005) An N-terminal region of 
translationally controlled tumor protein is required for its antiapoptotic activity. 
Oncogene 24: 4778.

24. Amson R, Pece S, Lespagnol A, Vyas R, Mazzarol G, et al. (2012) Reciprocal 
repression between P53 and TCTP. Nature medicine18: 91-99.

25. Rho SB, Lee JH, Park MS, Byun HJ, Kang S, (2011) Anti-apoptotic protein TCTP 
controls the stability of the tumor suppressor p53. FEBS letters 585: 29-35.

26. Gachet Y, Tournier S, Lee M, Lazaris-Karatzas A, Poulton T, et al. (1999) 
The growth-related, translationally controlled protein P23 has properties of a 
tubulin binding protein and associates transiently with microtubules during the 
cell cycle. Journal of cell science 112: 1257-1272.

27. Rinnerthaler M, Jarolim S, Heeren G, Palle E, Perju S, et al. (2006) MMI1 
(YKL056c, TMA19), the yeast orthologue of the translationally controlled 
tumor protein (TCTP) has apoptotic functions and interacts with both 
microtubules and mitochondria. Biochimica et Biophysica Acta (BBA)-
Bioenergetics. 1757: 631-638.

28. Yarm FR (2002) Plk phosphorylation regulates the microtubule-stabilizing 
protein TCTP. Molecular and cellular biology 22: 6209-6221.

29. Chen SH, Wu PS, Chou CH, Yan YT, Liu H, et al. (2007) A knockout 
mouse approach reveals that TCTP functions as an essential factor for cell 
proliferation and survival in a tissue-or cell type-specific manner. Molecular 
biology of the cell 18: 2525-2532.

30. Susini L, Besse S, Duflaut D, Lespagnol A, Beekman C, et al. (2008) TCTP 
protects from apoptotic cell death by antagonizing bax function. Cell Death & 
Differentiation 15: 1211-1220.

31. MacDonald SM, Rafnar T, Langdon J, Lichtenstein LM (1995) Molecular 
identification of an IgE-dependent histamine-releasing factor. Science 269: 
688.

32. Kawakami T, Kashiwakura JI, Kawakami Y (2014) Histamine-releasing factor 
and immunoglobulins in asthma and allergy. Allergy, asthma & immunology 
research 6: 6-12.

33. Warner JA, Pienkowski MM, Plaut M, Norman PS, Lichtenstein LM (1986) 
Identification of histamine releasing factor (s) in the late phase of cutaneous 
IgE-mediated reactions. The Journal of Immunology 136: 2583-2587.

34. MacDonald SM, Lichtenstein LM, Proud D, Plaut M, Naclerio RM, et al. 
(1987) Studies of IgE-dependent histamine releasing factors: heterogeneity 
of IgE. The Journal of Immunology 139: 506-512.

35. Kashiwakura JI, Ando T, Matsumoto K, Kimura M, Kitaura J, et al. (2012) 
Histamine-releasing factor has a proinflammatory role in mouse models of 
asthma and allergy. The Journal of clinical investigation 122: 218-228.

36. de Fatima Bonaldo M, Jelenc P, Su L, Lawton L, Wu MT, et al. (1996) 
Identification and characterization of three genes and two pseudogenes on 
chromosome 13. Human genetics 97: 441-452.

37. MacDonald SM, Paznekas WA, Jabs EW (1999) Chromosomal localization1 
of tumor protein, translationally-controlled 1 (TPT1) encoding the human 
histamine releasing factor (HRF) to13q12→ q14. Cytogenetic and Genome 
Research 84: 128-129.

38. Fiucci G, Lespagnol A, Stumptner-Cuvelette P, Beaucourt S, Duflaut D, et 
al. (2003) Genomic organization and expression of mouse Tpt1 gene☆. 
Genomics 81: 570-578.

39. Thiele H, Berger M, Skalweit A, Thiele BJ (2000) Expression of the gene 
and processed pseudogenes encoding the human and rabbit translationally 
controlled tumour protein (TCTP). European Journal of Biochemistry 267: 
5473-5481.

40. Chakrabarti R, McCracken JB, Chakrabarti D, Souba WW (1995) Detection 
of a functional promoter/enhancer in an intron-less human gene encoding a 
glutamine synthetase-like enzyme. Gene 153: 163-169.

41. Renaudie F, Yachou AK, Grandchamp B, Jones R, Beaumont C (1992) A 
second ferritin L subunit is encoded by an intronless gene in the mouse. 
Mammalian Genome 2: 143-149.

42. Sorge J, Gross E, West C, Beutler E (1990) High level transcription of the 
glucocerebrosidase pseudogene in normal subjects and patients with 
Gaucher disease. Journal of Clinical Investigation 86: 1137.

43. Michener CD, Sokal RR (1957) A quantitative approach to a problem in 
classification. Evolution 11: 130-162.

Author Affiliation               Top
1Division of Cell Biology, La Jolla Institute for Allergy and Immunology, La 
Jolla, CA 92037, USA
2Department of Immunology, Graduate School of Pharmaceutical Sciences, 
Hokkaido University, Sapporo 060-0812, Japan 
3Department of Dermatology, University of California San Diego, School of 
Medicine, La Jolla, CA 92093, USA

http://127.0.0.1/
http://127.0.0.1/
http://www.jleukbio.org/content/57/3/507.short
http://www.jleukbio.org/content/57/3/507.short
http://www.jleukbio.org/content/57/3/507.short
https://benthamopen.com/contents/pdf/TOALLJ/TOALLJ-5-19.pdf
https://benthamopen.com/contents/pdf/TOALLJ/TOALLJ-5-19.pdf
http://www.sciencedirect.com/science/article/pii/S1357272503002139
http://www.sciencedirect.com/science/article/pii/S1357272503002139
http://www.sciencedirect.com/science/article/pii/S0960982207012006
http://www.sciencedirect.com/science/article/pii/S0960982207012006
http://www.sciencedirect.com/science/article/pii/S0003986107004055
http://www.sciencedirect.com/science/article/pii/S0003986107004055
http://www.sciencedirect.com/science/article/pii/S0003986107004055
http://www.biochemj.org/content/408/2/181
http://www.biochemj.org/content/408/2/181
http://www.biochemj.org/content/408/2/181
http://link.springer.com/article/10.1007%2FBF02975253?LI=true
http://link.springer.com/article/10.1007%2FBF02975253?LI=true
http://link.springer.com/article/10.1007%2FBF02975253?LI=true
http://127.0.0.1/
http://127.0.0.1/
http://127.0.0.1/
http://www.pnas.org/content/100/24/13892.short
http://www.pnas.org/content/100/24/13892.short
http://www.pnas.org/content/100/24/13892.short
http://www.pnas.org/content/100/24/13892.short
http://genesdev.cshlp.org/content/20/10/1294.short
http://genesdev.cshlp.org/content/20/10/1294.short
http://genesdev.cshlp.org/content/20/10/1294.short
http://genesdev.cshlp.org/content/20/10/1294.short
http://www.sciencedirect.com/science/article/pii/S0925443903002035
http://www.sciencedirect.com/science/article/pii/S0925443903002035
http://www.sciencedirect.com/science/article/pii/S0925443903002035
http://www.sciencedirect.com/science/article/pii/S0925443903002035
http://www.sciencedirect.com/science/article/pii/S0925443903002035
http://www.nature.com/nature/journal/v445/n7129/abs/nature05528.html
http://www.nature.com/nature/journal/v445/n7129/abs/nature05528.html
http://www.nature.com/nature/journal/v445/n7129/abs/nature05528.html
http://www.pnas.org/content/101/43/15364.short
http://www.pnas.org/content/101/43/15364.short
http://www.pnas.org/content/101/43/15364.short
http://www.pnas.org/content/101/43/15364.short
http://www.pnas.org/content/99/23/14976.short
http://www.pnas.org/content/99/23/14976.short
http://www.pnas.org/content/99/23/14976.short
http://www.pnas.org/content/99/23/14976.short
http://mcb.asm.org/content/25/8/3117.short
http://mcb.asm.org/content/25/8/3117.short
http://mcb.asm.org/content/25/8/3117.short
http://www.jbc.org/content/277/40/37430.short
http://www.jbc.org/content/277/40/37430.short
http://www.jbc.org/content/277/40/37430.short
http://www.jbc.org/content/277/40/37430.short
http://www.nature.com/onc/journal/v24/n30/abs/1208666a.html
http://www.nature.com/onc/journal/v24/n30/abs/1208666a.html
http://www.nature.com/onc/journal/v24/n30/abs/1208666a.html
http://www.nature.com/nm/journal/v18/n1/abs/nm.2546.html
http://www.nature.com/nm/journal/v18/n1/abs/nm.2546.html
http://www.sciencedirect.com/science/article/pii/S0014579310009105
http://www.sciencedirect.com/science/article/pii/S0014579310009105
http://jcs.biologists.org/content/112/8/1257.short
http://jcs.biologists.org/content/112/8/1257.short
http://jcs.biologists.org/content/112/8/1257.short
http://jcs.biologists.org/content/112/8/1257.short
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.sciencedirect.com/science/article/pii/S0005272806001617
http://www.molbiolcell.org/content/18/7/2525.short
http://www.molbiolcell.org/content/18/7/2525.short
http://www.molbiolcell.org/content/18/7/2525.short
http://www.molbiolcell.org/content/18/7/2525.short
http://www.nature.com/cdd/journal/v15/n8/abs/cdd200818a.html
http://www.nature.com/cdd/journal/v15/n8/abs/cdd200818a.html
http://www.nature.com/cdd/journal/v15/n8/abs/cdd200818a.html
http://search.proquest.com/openview/6d5b25e764400ca8269d2526b4d311dc/1?pq-origsite=gscholar&cbl=1256
http://search.proquest.com/openview/6d5b25e764400ca8269d2526b4d311dc/1?pq-origsite=gscholar&cbl=1256
http://search.proquest.com/openview/6d5b25e764400ca8269d2526b4d311dc/1?pq-origsite=gscholar&cbl=1256
https://synapse.koreamed.org/DOIx.php?id=10.4168/aair.2014.6.1.6
https://synapse.koreamed.org/DOIx.php?id=10.4168/aair.2014.6.1.6
https://synapse.koreamed.org/DOIx.php?id=10.4168/aair.2014.6.1.6
http://www.jimmunol.org/content/136/7/2583.short
http://www.jimmunol.org/content/136/7/2583.short
http://www.jimmunol.org/content/136/7/2583.short
http://www.jimmunol.org/content/139/2/506.short
http://www.jimmunol.org/content/139/2/506.short
http://www.jimmunol.org/content/139/2/506.short
https://www.jci.org/articles/view/59072#sd
https://www.jci.org/articles/view/59072#sd
https://www.jci.org/articles/view/59072#sd
http://link.springer.com/article/10.1007/BF02267064
http://link.springer.com/article/10.1007/BF02267064
http://link.springer.com/article/10.1007/BF02267064
https://www.karger.com/Article/Abstract/15238
https://www.karger.com/Article/Abstract/15238
https://www.karger.com/Article/Abstract/15238
https://www.karger.com/Article/Abstract/15238
http://www.sciencedirect.com/science/article/pii/S0888754303000478
http://www.sciencedirect.com/science/article/pii/S0888754303000478
http://www.sciencedirect.com/science/article/pii/S0888754303000478
http://127.0.0.1/
http://127.0.0.1/
http://127.0.0.1/
http://127.0.0.1/
http://www.sciencedirect.com/science/article/pii/037811199400751D
http://www.sciencedirect.com/science/article/pii/037811199400751D
http://www.sciencedirect.com/science/article/pii/037811199400751D
http://link.springer.com/article/10.1007%2FBF00302872?LI=true
http://link.springer.com/article/10.1007%2FBF00302872?LI=true
http://link.springer.com/article/10.1007%2FBF00302872?LI=true
https://www.jci.org/articles/view/114818
https://www.jci.org/articles/view/114818
https://www.jci.org/articles/view/114818
http://www.jstor.org/stable/2406046?seq=1#page_scan_tab_contents
http://www.jstor.org/stable/2406046?seq=1#page_scan_tab_contents

	Title
	Corresponding author
	Abstract
	Introduction
	Materials and Methods
	Cloning of TCTP-related cDNAs
	Sequence analysis
	mRNA expression
	Statistical analysis

	Results
	Discussion
	Acknowledgement
	Table 1
	Table 2
	Table 3
	Figure 1
	Figure 2
	Figure 3
	References

