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Abstract

TET family members (TETs) encode proteins that represent crucial factors in the active DNA
demethylation pathway. Evidence has proved that TET2 mutation is associated with
leukemogenesis, drug response, and prognosis in acute myeloid leukemia (AML). However, few
studies revealed the TETs expression and its clinical significance in AML. We conducted a
detailed expression and prognosis analysis of TETs expression in human AML cell lines and
patients by using public databases. We observed that TETs expression especially TET2 and
TET3 was closely associated with AML among various human cancers. TET1 expression was
significantly reduced in AML patients, whereas TET2 and TET3 expression was significantly
increased. Kaplan-Meier analysis showed that only TET3 expression was associated with overall
survival (OS) and disease-free survival (DFS) among both total AML as well as non-M3 AML,
and was confirmed by another independent cohort. Moreover, Cox regression analysis revealed
that TET3 expression may act as an independent prognostic factor for OS and DFS in total AML.
Interestingly, patients that received hematopoietic stem cell transplantation (HSCT) did not show
significantly longer OS and DFS than those who did not receive HSCT in TET3 high-expressed
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and was confirmed by another independent cohort. Moreover, Cox regression analysis revealed
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Abstract

Long non-coding RNA (IncRNA) LINC00665 was demonstrated to be upregulated in lung
adenocarcinoma (LUAD) and target miR-181c-5p. ZIC2, which is upregulated in LUAD, serves as
a putative target of miR-181c-5p. In this study, we aimed to reveal whether LINCO0665 regulates
miR-181c-5p/ZIC2 axis to promote LUAD progression. The results showed that LINCO0665,
HOXA1, ZIC2, and HOXA11 levels were increased in LUAD tissues, while miR-181c-5p level was
decreased when compared to the adjacent normal tissues. High expression levels of LINC00665,
ZIC2, HOXA1 and HOXA11, and low expression of miR-181c-5p were closely linked to poor
prognosis of LUAD patients. Knockdown of LINCO0665 induced obvious inhibitions in cell
viability, clone formation, invasion and tumorigenesis in LUAD cells, whereas miR-181c-5p
downregulation significantly neutralized these effects. In addition, downregulation of ZIC2
obviously reversed the enhancements of cell viabilityy, clone formation, invasion and
tumorigenesis induced by miR-181c-5p knockdown. In summary, the present study reveals that
silencing of LINC00665 suppresses LUAD progression through targeting miR-181c-5p/ZIC2 axis.
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Aging-US changed its focus.
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Cancer management and research 206
Journal of cellular and molecular medicine 183
Aging-US 170
Biomedicine & pharmacotherapy 164
Life Sciences 164
Oncology letters 162
Cancers 160




Ranking journals by citations toward suspected paper mill
products retrieves Aging-US.

Journal Citations
OncoTargets and therapy 254
International journal of molecular sciences 252
Cancer management and research 206
Journal of cellular and molecular medicine 183
Aging-US 170
Biomedicine & pharmacotherapy 164
Life Sciences 164
Oncology letters 162
Cancers 160




The National Science Library of the Chinese Academy of
Sciences placed Aging-US on their journal warning list.

December 31st, 2021

Medicine

Journal ot International Medical Research
Journal of Cancer
Medical Science Monitor

Aging-US

OncoTargets and Therapy
Cancer Management and Research
Cancer Cell International

World Journal of Clinical Cases

Medium
Medium
Medium
Medium
Medium
Medium
Medium

Medium



Smut Clyde observed that formally independent publications in Aging-US
share the same ruler.

> e —

https://forbetterscience.com/2021/05/17/the-ruler-of-the-aging-papermill/



Aging-US has been extraordinarily supportive
of exciting directions within geroscience.



Aging-US has been extraordinarily supportive
of exciting directions within geroscience.

Research Paper Volume 10, Issue 4 pp 573—591

An epigenetic biomarker of aging for lifespan and
1.7° ¥ healthspan

published some of the most
Morgan E. Levine', Ake T. Lu', Austin Quach’, Brian H. Chen?, Themistocles L. Assimes®,
Stefania Bandinelli*, Lifang Hou® , Andrea A. Baccarelli® , James D. Stewart’, Yun Li8, in novative resea rch

Eric A. Whitsel”® , James G Wilson'?, Alex P Reiner'' , Abraham Aviv'? , Kurt Lohman'?,
Yongmei Liu'#, Luigi Ferrucci® *, Steve Horvath! 1>~

Received: March 20, 2018 Accepted: April 8, 2018 Published: April 18, 2018
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Hero of the story: Reese Richardson
https://reeserichardson.blog/
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On fall 2025
job market
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OncoTarget is the biggest de-indexed biomedical journal.

de-indexed from Web of
Science, MEDLINE, etc.
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OncoTarget is the biggest de-indexed biomedical journal.
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Aging-US and OncoTarget are organizationally close.




Aging-US and OncoTarget are organizationally close.

From: Assistant Editor aging-us.com>

Subject: Aging is associated with a systemic length-driven transcriptome imbalance

Date: December 6, 2022 at 08:25:45 CST

To: thomas.stoeger@northwestern.edu, a-misharin@northwestern.edu, s-buding@northwestern.edu, amaral@northwestern.edu
Cc: Mikhail Blagosklonny <blagosklonny@oncotarget.com>

Dear Authors,
| noticed your very interesting paper: Aging is associated with a systemic length-driven transcriptome imbalance.

| invite you to submit your paper to Aging (https://aging.msubmit.net/cgi-bin/main.plex), a multidisciplinary journal with an Impact
Factor of 5.955.

Please submit your paper online. You may also submit it to editors@impactaging.com to accelerate consideration.
If accepted, your paper will appear online and on MEDLINE/PubMed shortly after.

With warm reﬁards,

Assistant Editor

On behalf of:

Prof. Mikhail Blagoskilonny MD, PhD,
Editor-in-Chief,
www.aging-us.com
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To: thomas.stoeger@northwestern.edu, a-misharin@northwes
Cc: Mikhalil Blagosklonny <blagosklonny@oncotarget.com>

jptome imbalance

Aging-US uses OncoTarget
emails in their outreach.

Dear Authors,

| noticed your very interesting paper: Aging is associated with a systemic length-driven transcriptome imbalance.

| invite you to submit your paper to Aging (https://aging.msubmit.net/cgi-bin/main.plex), a multidisciplinary journal with an Impact
Factor of 5.955.

Please submit your paper online. You may also submit it to editors@impactaging.com to accelerate consideration.
If accepted, your paper will appear online and on MEDLINE/PubMed shortly after.

With warm reﬁards,

Assistant Editor

On behalf of:

Prof. Mikhail Blagoskilonny MD, PhD,
Editor-in-Chief,
www.aging-us.com




Many authors of Aging-US also published in OncoTarget.
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Aging-US articles that cite suspected paper mill products
disproportionally cite OncoTarget.
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Is OncoTarget/Aging-US special?
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People also ask

What is Scopus indexed journals? v
How do | know if my journal is Scopus indexed? v
Where can | find Scopus indexed journals? v
What is the difference between Scopus and indexed journals? v
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Scopus Indexed Journals List 2023

1 AlZ ITU Journal of Faculty of Architecture 13028324
3 Ab Imperio 21649731
4 Academia Revista Latinoamericana de Administracion 10128255 20565127
@ ARDA Conference
NWW.3 nference.cc
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List Of Scopus Indexed Journals 2023 | ARDA Publications
' List of Scopus indexed journals - Russian Law Journal — Q2 - European Chemica

Bulletin - Q4 - International Journal of Professional Business
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Is OncoTarget/Aging-US special?

scopus indexed journals X Y @ Q Our SerVices

Arda Conference is a global class interactive professional association for technical development and scientific knowledge platform where the
international academics and professional community often meet and share their experience and wisdom in the forum that leads to its growth in
addition to updates on cutting edge advancement on relevant research fields and technology.

© scopus com
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(tp WWW.SCOpUS.COI sources

Indexed Journals
No information is available for this page
L‘;’;‘." ‘n

People also ask

What is Scopus indexed journals? v
How do | know if my journal is Scopus indexed? v
Where can | find Scopus indexed journals? v Conferences and Meetings Journal Publications Article Writing Services
What is the difference between Scopus and indexed journals? o Countless conferences take place We provide assistance with rapid Whether you are a scholar or a student,
around the world every day, with us, journal publication with Scopus we assist you with research article
you stay updated on each one of them. indexed journals, Web of Science, Peer- writing for UGC, Scopus, SCI, Web of
reviewed, UGC and SCI/SCIE. Science Journals.
., iLovePhD
https://www.ilovephd.com » scopus-indexed-journals-
Scopus Indexed Journals List 2023
— o =7 Research PhD/Education Research Proposal
S.NC Source Title (Medline-sourced journals are indicated in Green) Print-ISSN E-ISSN X X s
1 AlZ ITU Journal of Faculty of Architecture 13028324 Consultancg Guidance J
3 Ab | ' 21649731 " :
e ‘ , We've got your back even with Dissertation and Thesis writing We help our audience with
4 Academia Revista Latinoamericana de Administracion 10128255 20565% . .
ki Undergraduate, Post Graduate, along with assistance to those choosing a good topic or
Academic and Professional pursuing Ph.D research through presentation for their research

ARDA Conference Research Activities. experienced mentor/guide. proposal with original research
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ARDA offers Journal Publication Services.

Journal Publication Services

ARDA offers research professionals who are desperate to have their research works known to the globe via publication in either Scopus Indexed Journals, UGC Care List Journals,
Web of Science Journals, Peer-reviewed Journals / Google Scholar Journals or SCI/SCIE Indexed Journals, the chance to do so.

With its highly acclaimed publication assistance services, ARDA has helped research professionals from all across the world to fulfil their publication goals.

S TER LG LG (I Bl UGC Care List Journals | Web of Science Journals | Google Scholar journals | SCI / SCIE Indexed Journals

Russian Law Journal - Q2 e European Chemical Bulletin
=}

ISSN : 2309-8678 / 2312-3605 “” ISSN : 2063-5346

Indexed In : Scopus d Indexed In : Scopus

International Journal of Professional Journal of Survey in Fisheries Sciences

Business Review

ISSN : 2525-3654 Fisheries Science

ISSN : 2368-7487

Indexed In : Scopus

Indexed In : Scopus

l —

Journal of Pharmaceutical Negative Results -
Q4
ISSN : 2229-7723 / 0976-9234

Res Militaris
ISSN : 2265-6294

Indexed In : Scopus

Indexed In : Scopus and ESCI-Web of Science




Over the years, ARDA offered different journals.
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Over the years, ARDA offered different journals.
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Does de-indexing help?



Does de-indexing help?

Does de-indexing spread bad science?



Does de-indexing help?

Does de-indexing spread bad science?

What to do beyond de-indexing?



Reese Richardson Spencer Hong Jennifer Byrne | uis Amaral

Everyone who flagged suspected

paper mill products, especially: https://amaral.northwestern.edu
Anna Abalkina, Elisabeth Bk,
Guillaume Cabanac, Leonid Schneider, https://thomasstoegerlab.org

Retractionwatch, Smut Clyde, Tiger BB8

NIH K99/R00AG068544 (funding)



