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FY25 paylines drop to 4th percentile—a historic
low—as NCI braces for Trump’s FY26 budget cuts

@ July 25,2025

NCl announced that the paylines for Ro1 grants for established and new investigators are expected to drop to the 4th
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percentile—a historic low for the institute.

Inan update posted on the NCl website July 23, the institute said that it “will not establish a specific Ro1 payline for
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Successive scores of six NIH proposals over 2.5 years of submissions
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PDA is Hypovascular
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RNA binding protein
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Homing in on IDH1
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IDH1 add-back rescues HuR-null PDAC cells in vivo
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IDH1 KO grow poorly under low glucose

MiaPaCa-2 Hs766T
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Tumor volume (mm?)

IDH1 KO grow poorly under low glucose in vivo
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IDH1 activity

Allosteric IDH1 inhibition at low Mg?*
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Allosteric IDH1 inhibition is anti-cancer at low
Mg?* and low glucose (MiaPaCa2)

KPC
Glucose (1 mM): + + +
Glutamine (4 mM): + + +
AG120: - 1uM -

Oxaliplatin: - -
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Allosteric IDH1 inhibition is anti-cancer in
Vivo
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Percent survival

Allosteric IDH1 inhibition is anti-cancer in vivo

Jenn Morton
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IDH1 inhibition is additive with
FOLFIRINOX

MiaPaCa2 xenograft
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Phase 1b

3 months neoadjuvant

A
[ 1

_ 2 weeks 6 weeks 4 weeks
— Surgery

cancer, neoadjuvant,
n=16 patients Ivosidenib Ivosidenib + Ivosidenib

undergoing resection* | 500 mg daily FOLFIRINOX 500 mg daily

- Primary Objective: Safety Secondary
Objective: Efficacy (path, CA 19-9,
imaging)
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Metastatic Pancreatic Cancer
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KPC orthotpic PDAC

- Normal diet
B nNormal diet+lvo

BN KD
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inhibition

Favorable immune response with IDH1
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€ CANCER AACR

2 RESEARCH American Association
COMMUNICATIONS for Cancer Research’

RESEARCH ARTICLE OPEN ACCESS

Gemcitabine, Docetaxel, Capecitabine, 2
Cisplatin, Irinotecan as First-line Treatment for
Metastatic Pancreatic Cancer

H. Catherine Wilbur', Jennifer N. Durham’, Su Jin Lim', Katrina Purtell’,
Katherine M. Bever', Daniel A. Laheru’, Ana De Jesus-Acosta’, Nilofer S. Azad',
Bradley Wilt', Luis A. Diaz?, Dung T. Le', and Hao Wang'
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FIGURE 1 Kaplan-Meier estimates of 05 and PFS in the expansion cohort. A, shows 0S; the median was 11 months. B, shows PFS; the median was
8.3 months.
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Multi-Metabolic Modulation (3M) Therapy
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