Cancer Res, 2007, 67(13): 6383-6391. [36] MUCHAMUEL T, BASLER M, AUJAY M A, et al. A

[31] GROLL M, KIM K B, KAIRIES N, et al. Crystal structure of selective inhibitor of the immunoproteasome subunit LMP7
epoxomicin: 20S proteasome reveals a molecular basis for blocks cytokine production and attenuates progression of
selectivity of alpha', beta'-epoxyketone proteasome inhibitors experimental arthritis [J]. Nat Med, 2009, 15(7): 781-787.

[J]. J Am Chem Soc, 2000, 122(6): 1237-1238. [37] HUBER E M, BASLER M, SCHWAB R, et al. Immuno and

[32] RAVI V, DAVID S S, SUNDAR J, et al. An open-label, constitutive proteasome crystal structures reveal differences in
single-arm, phase 2 study of single-agent carfilzomib in substrate and inhibitor specificity [J]. Cell, 2012, 148(4):
patients with relapsed and/or refractory multiple myeloma who 727-738.
have been previously treated with bortezomib [J]. Br J [38] PARLATI F, LEE S J, AUJAY M, et al. Carfilzomib can
Haematol, 2012, 158(6): 739-748. induce tumor cell death through selective inhibition of the

[33] DAVID S S, THOMAS M, MICHAEL W, et al. Aphase 2 chymotrypsin-like activity of the proteasome [J]. Blood, 2009,
study of single-agent carfilzomib (PX-171-003-A1) in patients 114(16): 3439-3447.
with relapsed and refractory multiple myeloma [J]. Blood, [39] SINGH A V, BANDI M, AUJAY M A, et al. PR-924, a
2012, 120(14): 2817-2825. selective inhibitor of the immunoproteasome subunit LMP-7,

[34] KHAN M L, STEWART A K. Carfilzomib: a novel blocks multiple myeloma cell growth both in vitro and in vivo
second-generation proteasome inhibitor [J]. Future Oncol, [J]. Br J Haematol, 2011, 152(2): 155-163.

2011, 7(5): 607-612. [40] HUBER E M, GROLL M. Inhibitors for the immune and

[35] ZHOU H J, AUJAY M A, BENNETT M K, et al. Design and constitutive proteasome: current and future trends in drug
synthesis of an orally bioavailable and selective peptide development [J]. Angew Chem Int Ed Engl, 2012, 51(35):
epoxyketone proteasome inhibitor (PR-047) [J]. J] Med Chem, 8708-8720.

2009, 52(9): 3028-3038. Wk H . 2015-04-14

RERE EARES T AEMESTEREREE B EIGRTIER MR
i# &
BT, MR, YRR, EREF, BBE, IR WMGE - ARERZEE, M 310006)

HE: B BHEFTREEAREALS S BRERBIREERST ZMERGM AR, FE BITERE ALK, 2

MERRFN, BEHTER, R FHRIERBRBAT O — K, BRRAMRME Ffo A L E AR IKT B 3716 K &
AP, MF BB R S BRI EIBRN o6 N 54 ER, BHI& 8 R mRNA FA TH 585 5 B IE % 7 AR
BEWHE R R RER AL, B3 RERLER, EiI8 HFRMABIREEL & OHREFRIIEIE R IT A48 R T
%%L«ﬁﬁ%,%é&m&ﬁkmﬁ?%%%ﬁ&%m%ﬁﬁﬁﬁﬁwﬁo

K M MAME; HERAEk; AR SAM; BRI RRARE

FESES: RI79.1 NHEIRES: A YEHS: 1007-7693(2015)12-1530-05

DOI: 10.13748/j.cnki.issn1007-7693.2015.12.029

Nucleoside Transport Expression Associated with Clinical Response of Gemcitabine in Pancreatic
Cancer

LOU Jiang, LIN Nengming, SHI Changcheng, LI Qingyu, LUO Ying, WANG Gang (Department of Pharmacy,
First people’s Hospital of Hangzhou, Hangzhou 310006, China)

ABSTRACT: OBJECTIVE To introduce the research progress on the nucleoside transport expression associated with clinical
response in pancreatic cancer who treated with gemcitabine. METHODS The domestic and international articles were
reviewed to summarize the relevant studies. RESULTS Gemcitabine is the first-line Chemotherapeutic agent for treatment of
pancreatic cancer, but high interpatient variability and low response rate has been the major challenge faced by clinicians,
Cellular uptake of gemcitabine is mediated by nucleoside transporters,expression (including protein and mRNA) of nucleoside
transport may be associated with clinical response and adverse effect in pancreatic cancer, who were treated with gemcitabine.
But it has not reach the consensus in clinic. CONCLUSION The future study will fouce on nucleoside transport expression
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associated with clinical response of gemcitabine in pancreatic cancer, provided the basis on presonalized treatetment option for

pancreatic cancer patients.

KEY WORDS: gemcitabine; pancreatic cancer; nucleoside transport; single nuelsoside polymorphisms; clinical response;

adverse effect
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Tab. 2 Nucleoside transport expression associated with clinical response in pancreatic cancer patients treated with gemcitabine
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