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mutant forms of Ber/Abl” [Leuk. Res. 30 (2006) 1263-1272]
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A research misconduct finding against the first author affected one
of the figures in the above article, as detailed in the Office of Research
Integrity: Findings of Research Misconduct, NIH Guide Grants
Contracts. 2015 Dec 18: NOT-OD-16-040:

“Based on the report of an inquiry conducted by Virginia
Commonwealth University (VCU), the willingness of the Respondent to
settle this matter, and analysis conducted by ORI in its oversight re-
view, ORI found that Dr. Girija Dasmahapatra, former Instructor,
Department of Internal Medicine, VCU, engaged in research misconduct
in research supported by National Cancer Institute (NCI), National
Institutes of Health (NIH), grants RO1 CA063753, RO1 CA093738, and
RO1 CA100866.”

ORI found that false data were included in 11 publications, in-
cluding the above paper. As they stated:

“ORI found that Respondent falsified and/or fabricated data by re-
porting the results of Western blot experiments and mouse imaging
experiments that examined interactions between multiple histone
deacetylase and/or proteasome inhibitors in several cancer models.

DOI of original article: https://doi.org/10.1016/j.leukres.2006.01.005

Specifically, Respondent duplicated, reused, and/or relabeled Western
blot panels and mouse images and claimed they represented different
controls and/or experimental result in” [those 11 papers].

Specifically, a blot labeled actin (Fig 3D) in the above paper was
identical to other loading controls (e.g., tubulin) or in one case, c-Jun,
which appeared elsewhere.

In the interim, the remaining authors have repeated this experiment
and offer a corrected version (Fig. 3A-D). In brief, the effects of the
indicated concentrations of adaphostin (10 h) on multiple signaling and
apoptotic pathways were compared in wild-type versus T315I mutant
BCR/ABL BaF/3 cells. In summary, the effects of adaphostin on apop-
totic (e.g., cytochrome ¢, SMAC, PARP, caspase3/8, MCL-1, and BCL-
xL) and signaling (e.g., pStat3, p-c-Jun, and p-Lyn) pathways were es-
sentially equivalent in the two lines. These results were also very si-
milar to those reported in the original manuscript figure. Based on these
findings, the authors believe that the original results reported in this
article are valid, and apologize for any inconvenience caused.
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