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Preventing Postoperative Urinary
Tract Infections in Cancer Patients
By Laura L. Russell

Urinary tract infections (UTIs) 
increase morbidity, mortality, 
and health care costs and prolong
hospitalizations for patients who
require urinary catheters—espe-
cially those who undergo long,
complex surgeries or procedures
to treat urological or gynecologi-
cal cancers. To reduce the inci-
dence of UTIs, clinicians at The
University of Texas MD Anderson
Cancer Center developed a quality
improvement program for surgical
patients at the institution.

Nationwide, postoperative UTIs occur in 2%–5% of 
surgical patients. In 2011, surgeons at MD Anderson re-
viewed the records of approximately 800 consecutive surgi-
cal patients and found that UTIs occurred within 30 days
after surgery in 2.9% of the patients. The surgeons com-
pared this rate with the rates at other member institutions
of the American College of Surgeons (ACS) National Sur-
gical Quality Improvement Program (NSQIP), which main-

tains a database of patient outcomes. The analysis indicated
that although MD Anderson’s postoperative UTI rate was
lower than the rates seen at many institutions, there was
room for improvement. For that reason, UTIs became the
focus of a data-driven quality improvement effort within
the Division of Surgery.
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The rate of urinary tract infections in patients who underwent
surgery at MD Anderson has decreased since the second quar-
ter of 2012, when the S.T.O.P. UTI program was launched with
the goal of preventing such infections.



“MD Anderson is a remarkable
place in terms of being data driven,”
said Thomas Aloia, M.D., an associate
professor in the Department of Surgical
Oncology and the institution’s liaison
with the ACS. “When we have pre-
sented people at the institution with
data that say we can do better, we’ve
yet to encounter resistance to improve-
ment from anyone. Our providers want
to improve, and they want the best
outcomes for our patients.”

Reducing UTI rates
To address the issue of UTIs, the 

Division of Surgery assembled a team 
of surgeons, nurses, anesthesiologists,
pharmacists, advanced practice pro -
viders, trainees, and environmental
engineers to examine the institution’s
use of urinary catheters, which are
used in almost all patients who un-
dergo surgery in the institution’s main
hospital. The team instituted a quality
assessment and improvement program
called S.T.O.P. UTI, which was named
for the program’s four aspects of
catheter management: 
• sterile placement of the catheter, 
• timely removal of the catheter,
• optimal positioning of the catheter

(i.e., to avoid reflux of urine into
the bladder), and

• proper sampling (i.e., obtaining
clean urine samples to validate a 
diagnosis of UTI).
The initial assessment helped the

team target areas for improvement,
which included changes to nursing 
protocols and consolidation of materi -

als required for catheter placement.
From 2012, when S.T.O.P. UTI was
launched, to 2015, postoperative UTI
rates at MD Anderson dropped from
2.90% to 0.46%. And there was an
added bonus: the UTI rates for patients
who had urinary catheters placed but
did not undergo surgery also fell, from
2.4% in 2014 to 0.6% in 2015, even
though S.T.O.P. UTI was an improve-
ment program specific to the Division
of Surgery.

“There were no simultaneous pro-
grams in other divisions to explain
those results,” Dr. Aloia said. “So we
concluded that the lessons learned in
the early part of the surgical quality
improvement program had diffused to
the whole institution. The ACS
searched the literature, and as far as
they can tell, this is the first instance
of a surgical quality improvement pro-
gram of this type spreading institution-
wide. Significant credit needs to be
given to the nursing staff, who were
involved in the process improvement
from the beginning and applied the
new nursing protocols to all hospital-
ized patients with urinary catheters,
not just surgical patients. Ultimately,
the whole hospital benefitted.”

The initial report on the S.T.O.P.
UTI initiative was presented at the
2014 ACS NSQIP Annual Confer-
ence; and at the 2016 conference this
July, Dr. Aloia and his colleagues gave
a follow-up presentation about the
program’s institution-wide impact.
Since then, institutions around the
country have contacted MD Anderson
to ask about the program.

“The S.T.O.P. UTI program is a
tool that any institution can use to
evaluate its procedures for catheter
use, find any weak links, and fix
them,” Dr. Aloia said. “Hopefully, 
the word will get out.”

Other quality 
improvement projects

Since reducing the UTI rate at 
MD Anderson, Dr. Aloia and his col-
leagues have turned their attention to
other quality improvement projects
(see “Enhanced Surgical Recovery 
Programs Improve Perioperative Out-
comes for Cancer Patients,” OncoLog,
September 2015). Among the issues
addressed by these projects are surgical
wound infections and postoperative
pneumonia; the rates of both have
dropped 30% since the projects were
initiated.

“We keep going after any area where
we can improve,” Dr. Aloia said. “Our
latest report from the NSQIP says MD
Anderson is exemplary across the
board, and that’s largely because we
systematically address issues whenever
they arise. Our quality improvement 
efforts have gone very well.” n

FOR MORE INFORMATION
Dr. Thomas Aloia .................713-563-0189 

taaloia@mdanderson.org

For more information about the 
American College of Surgeons Na-
tional Surgical Quality Improvement
Program, visit http://bit.ly/25NrJWs.

Preventing Postoperative Urinary Tract Infections
[Continued from page 1]

“The S.T.O.P. 
UTI program is a tool
that any institution 
can use to evaluate its
procedures for catheter
use, find any weak
links, and fix them.”
– Dr. Thomas Aloia

“[T]he nursing staff…
applied the new nursing protocols
to all hospitalized patients with
urinary catheters, not just surgical
patients. Ultimately, the whole
hospital benefitted.”
– Dr. Thomas Aloia
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By Joe Munch

A recent study’s find-
ings provide a starting
point for assessing
the efficacy of im-
munotherapy in rectal
cancer patients with
deficient DNA mis-
match repair (dMMR).

dMMR status has long been estab-
lished as an important prognostic 
biomarker in colorectal cancer, but
breakthroughs in therapy for dMMR-
associated disease have been slow in
coming, said Y. Nancy You, M.D., an
associate professor in the Department 
of Surgical Oncology at The University
of Texas MD Anderson Cancer Center
and the study report’s senior author.
However, recent developments in can-
cer immunotherapy are changing this
paradigm. Early trials in patients with
colorectal and other cancers have
demonstrated that patients with dMMR
have better responses to immunother-
apy drugs, particularly immune check-
point inhibitors, than do those without
dMMR. Now, additional clinical trials
of immunotherapy with or without 
conventional therapy for patients with
dMMR-associated colorectal cancer are
rapidly gathering on the horizon.

“All of a sudden, several forces are
coming together: we have this cohort 
of patients with a genetically defined
syndrome, and there’s this phenomenal
approach to treatment that’s becoming
available to them,” Dr. You said. “But 
at the same time, it’s never been estab-
lished how the subset of patients with
dMMR rectal cancer specifically do
with just conventional therapy.” 

Thus, Dr. You and her colleagues 

designed a retrospective study to assess
the outcomes of patients with dMMR
rectal cancer following standard multi-
modality therapy. This information can
provide a baseline for comparison when
such patients are enrolled in the upcom-
ing clinical trials of new immunothera-
pies. Although the implications of
dMMR status in colon cancer patients
have been largely defined—in general,
patients with dMMR have a better
prognosis than do those without
dMMR—these implications were not
known in rectal cancer patients. The 
recent study showed that the prognosis

of rectal cancer patients with dMMR
tended to be much better than that of
rectal cancer patients without dMMR. 

The study also demonstrated that
currently available multimodality ther-
apy for dMMR rectal cancer offers a
chance at a cure. Patients with stage I
or II disease had a 5-year rectal can-
cer–specific survival rate of 100%, and
those with stage III and IV disease had
5-year rectal cancer–specific survival
rates of 85% and 60%, respectively.
The vast majority of patients (95%) 
underwent surgical resection with cura-
tive intent, and most of those patients

Study Offers a Starting Point for Testing
Immunotherapy in Rectal Cancer Patients
with Deficient DNA Mismatch Repair 

IHC of MLH1, MSH2, MSH6, PMS2
and/or

MSI testing

IHC with loss of expression of MLH1, MSH2, MSH6, or PMS2
and/or

MSI-high (> 30% standard marker panel showing allelic shift)
(N = 62) 

Hypermethylation
and/or mutation found

(n = 0)

MLH1 promoter hypermethylation
and/or BRAF mutation testing

Wild type
(n = 10)

Loss of MSH2, MSH6, PMS2
(n = 52; 33, 14, 5, respectively)

Confirmatory DNA mismatch repair
germline mutation testing

(n = 62)

Lynch
syndrome

(n = 42)

Mutation-negative
Lynch syndrome

(Lynch-like syndrome)
(n = 15)

Declined
testing
(n = 5)

Pathogenic
mutation
(n = 42)

Variant of
uncertain

significance
(n = 7)

Uninformative
negative
(n = 8)

Loss of MLH1
(n = 10) 

A standardized algorithm for testing DNA mismatch repair status in colorectal cancers
was used to identify a study cohort of 62 patients with DNA mismatch repair–deficient
rectal cancers. Pathogenic germline mutations were confirmed in 42 of these patients.
Abbreviations: IHC, immunohistochemistry; MSI, microsatellite instability. Adapted with
permission from J Clin Oncol. 2016;34:3039–3046.

COLORECTAL CANCER UPDATE
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(66%) received adjuvant chemother-
apy. About three-fourths of the patients
with stage III or IV disease also received
neoadjuvant fluoropyrimidine-based
chemotherapy and pelvic radiation
therapy; this regimen was associated
with a complete pathological response
rate of 28%. 

The study’s findings also confirmed
the importance of screening rectal can-
cer patients for dMMR. dMMR is the
hallmark of Lynch syndrome (previously
known as hereditary nonpolyposis col-
orectal cancer), a hereditary cancer dis-
order that increases patients’ lifetime
risk for colorectal and other cancers and
has implications for patients’ blood rela-

tives. Lynch syndrome is caused by de-
fects in mismatch repair genes including
MLH1, MSH2, MSH6, and PMS2. 

Most patients in the study had Lynch
syndrome, and most of these patients
had pathogenic germline mutations in
the MSH2 or MSH6 genes. Defects in
the MSH2 and MSH6 genes can predis-
pose patients to colorectal cancer, but
they are also associated with other can-
cers. About one-fifth of the dMMR rec-
tal cancer patients in the study had a
history of at least one non-colorectal
cancer before their diagnosis, and an-
other fifth developed at least one non-
colorectal cancer during the follow-up
period.

“These patients need lifelong sur-
veillance for other cancers in other or-
gans, and their family members need to
be evaluated for dMMR to help ensure
that they take appropriate preventive
measures,” Dr. You said (see “Compre-
hensive Clinic Offers Expert Care for
Hereditary Gastrointestinal Cancer
Syndrome Patients, At-Risk Family
Members,” p. 8). 

Because the patient population is so
well defined genetically, the experience
with dMMR rectal cancer is a preview

of what could be possible with other
cancers, according to Dr. You.

“Since we can precisely define the
key genetic defects that drive this can-
cer, we can more accurately predict its
prognosis, the drugs or other therapies
it will respond to, and the implications
in terms of patients’ long-term survivor-
ship,” she said. “We’re testing other
cancers for various mutations to find
new pathways to target therapeutically,
but dMMR screening in patients with
rectal cancer is an example that’s here
today.” n

FOR MORE INFORMATION
Dr. Y. Nancy You ....................713-794-4206

FURTHER READING

de Rosa N, Rodriguez-Bigas MA,
Chang GJ, et al. DNA mismatch repair
deficiency in rectal cancer: benchmark-
ing its impact on prognosis, neoadju-
vant response prediction, and clinical
cancer genetics. J Clin Oncol.
2016;34:3039–3046. 

Deficient DNA Mismatch Repair in Rectal Cancer Patients
[Continued from page 3]

“Since we can
precisely define the key
genetic defects that
drive this cancer, we
can more accurate ly
predict its prognosis.” 
– Dr. Y. Nancy You

CLINICAL TRIALS: Colorectal Cancer Treatment

Pilot study assessing the safety and
tolerability of the neoadjuvant use 
of tremelimumab (anti–CTLA-4) plus
MEDI4736 (anti–PD-L1) in the treat-
ment of resectable colorectal cancer
liver metastases (2015-0828). Princi-
pal investigator (PI): Dr. Michael Over-
man. The goal of this study is to learn if
the immune checkpoint inhibitor treme-
limumab plus MEDI4736 (another im-
mune checkpoint inhibitor), FOLFOX
(fluorouracil, leucovorin, and oxaliplatin),
and bevacizumab can help to control
colorectal cancer that has spread to 
the liver. The safety of these drugs 
will also be studied.

Pilot study of the feasibility and
safety of a personalized peptide vac-
cine in patients with advanced pan-

creatic ductal adenocarcinoma or
colorectal adenocarcinoma (2014-
1029). PI: Dr. Overman. The goal of 
this study is to study the safety of a
vaccine to treat advanced pancreatic 
or colorectal cancer. This study will use
cells from each patient’s tumor and
blood to create a personalized vaccine.

A phase I study of MEDI4736 (anti–
PD-L1 antibody) in combination 
with tremelimumab (anti–CTLA-4 
antibody) in subjects with advanced
solid tumors (2014-1052). PI: Dr. Aung
Naing. The goal of this study is to find
the highest tolerable dose and optimal
dosing schedule for a combination of
MEDI4736 (durvalumab) and tremeli-
mumab in patients with advanced 
cancers, including colorectal cancer.

A first-in-human study of repeat 
dosing with REGN2810, a mono-
clonal, fully human antibody to pro-
grammed death-1 (PD-1), as single
therapy and in combination with
other anti-cancer therapies in pa-
tients with advanced malignancies
(2015-0261). PI: Dr. Naing. The goal of
this study is to find the highest tolera-
ble dose of REGN2810 given alone; 
with radiation; with cyclophosphamide;
with both radiation and cyclophos-
phamide; with radiation, cyclophos-
phamide, and granulocyte-macrophage
colony-stimulating factor; with doc-
etaxel; or with docetaxel and carbo-
platin. n

FOR MORE INFORMATION
Visit www.clinicaltrials.org
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By Joe Munch

More than one-third
of adolescents and
young adults diag-
nosed with colorectal
cancer have heredi-
tary disease, accord-
ing to a study from
The University of
Texas MD Anderson
Cancer Center. 

The study’s findings, which come
amid an uptick in the prevalence 
of colorectal cancer among people
younger than 50 years, underscore the
need for such patients to be evaluated
by a genetic counselor. 

The retrospective study, the largest
of its kind to date, reviewed data from
about 200 colorectal cancer patients
age 35 years or younger who received
genetic counseling and testing at MD
Anderson between 2009 and 2013.

“What we discovered was that more
than a third—35%—of the patients
had a hereditary colorectal cancer syn-
drome, which is kind of astounding be-
cause previous literature has reported
that the frequency of hereditary co -
lorectal cancer in the general colorectal
cancer population is only 5%,” said 
Eduardo Vilar-Sanchez, M.D., Ph.D., 
an assistant professor in the Depart-
ment of Clinical Cancer Prevention
and the study’s senior author. 

Most patients with hereditary co -
lorectal cancer in the study had Lynch
syndrome (45 patients) or familial 
adenomatous polyposis (16 patients).
Lynch syndrome conveys a lifetime co -
lorectal cancer risk of up to 80%, and

familial adenomatous polyposis in the
absence of screening, surveillance, and
prophylaxis all but guarantees that co -
lorectal cancer will develop. 

“A diagnosis of hereditary cancer
has implications for a wider population
because that diagnosis extends to the
rest of the family,” Dr. Vilar-Sanchez
said. “Those family members will need
to undergo genetic testing, and if they
are diagnosed with a genetic condition,
they will need to be doing surveillance
and screening.”

Of note, Dr. Vilar-Sanchez said, 
a substantial proportion of patients 
with hereditary colorectal cancer in 
the study were the first in their families
to be diagnosed with a hereditary syn-
drome. In addition, 13 of the patients
with hereditary colorectal cancer had
germline mutations and no family his-
tory of disease. The findings suggest
that all patients age 35 years or younger
who are diagnosed with colorectal can-
cer should be referred to receive genetic
counseling about hereditary cancer syn-
dromes regardless of their family his-
tory.

The study also found that patients
with hereditary colorectal cancer were
less likely than patients with nonhered-
itary colorectal cancer to have features
indicative of aggressive disease, includ-

ing left-sided tumors, metastatic disease,
poorly differentiated tumors, and tu-
mors with signet ring cells. No such dif-
ferences were observed among patients
with different hereditary syndromes, 
Dr. Vilar-Sanchez said, noting that the
pathological characteristics of tumors
from patients with Lynch syndrome
were not substantially different than
those from patients with familial aden -
omatous polyposis. 

The main takeaway from the study’s
findings, Dr. Vilar-Sanchez said, is that
there should be a strong suspicion for a
hereditary syndrome in patients age 35
years or younger who present with co -
lorectal cancer. 

“At some point, most physicians
who treat colorectal cancer will proba-
bly be caring for a patient who has a
hereditary condition, and that requires
some extra considerations for their care
and has implications for their family
members,” Dr. Vilar-Sanchez said. n

FOR MORE INFORMATION
Dr. Eduardo Vilar-Sanchez......713-563-4743

FURTHER READING 

Mork ME, You YN, Ying J, et al. High
prevalence of hereditary cancer syn-
dromes in adolescents and young
adults with colorectal cancer. J Clin
Oncol. 2015;33:3544–3549. 

Dineen S, Lynch PM, Rodriguez-Bigas
MA, et al. A prospective Six Sigma
quality improvement trial to optimize
universal screening for genetic syn-
drome among patients with young-
onset colorectal cancer. J Natl Compr
Canc Netw. 2015;13:865–872.

More than a Third of Colorectal Cancers
in Patients Age 35 Years or Younger 
Are Hereditary, Study Finds

“A diagnosis 
of hereditary cancer
has implications for 
a wider population
because that diagnosis
extends to the rest 
of the family.” 
– Dr. Eduardo Vilar-Sanchez

COLORECTAL CANCER UPDATE
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Infusion of Natural Killer Cells into the Brain
Shows Promise against Medulloblastoma,
Other Posterior Fossa Tumors

Medulloblastomas recur in 20%–30%
of pediatric patients after standard
treatment with surgery followed by con-
current chemotherapy and radiation
therapy and then adjuvant chemother-
apy or—for children younger than 3
years—surgery followed by high-dose
chemotherapy and stem cell transplant.
Less common malignant tumors of the
posterior fossa, which include ependy-
momas and atypical teratoid rhabdoid
tumors, also have high recurrence rates
and carry poor prognoses.

The current treatment for recurrent
medulloblastoma is salvage chemother-
apy and, for patients at least 3 years old,
re-irradiation. Even with treatment, pa-
tients with recurrent medulloblastoma
have a 2-year overall survival rate of
less than 20%.

“We need to find novel therapies 
for posterior fossa tumors that can have
a meaningful effect on survival,” said
Soumen Khatua, M.D., an associate pro-
fessor and chief of the Pediatric Neuro-
oncology Section in the Division of
Pediatrics at The University of Texas
MD Anderson Cancer Center. 

NK cells for cancer treatment
Dr. Khatua is the principal investi-

gator of a clinical trial (No. 2013-0765)
in which autologous NK cells are in-
jected directly into patients’ brains.
The trial is currently enrolling patients
younger than 22 years with recurrent
malignant tumors of the posterior fossa.
Dr. Khatua said that most patients in

the study so far
have undergone
at least one failed
attempt at sal-
vage therapy.

For each pa-
tient in the study,
NK cells are har-
vested from the
patient’s blood,
expanded, and
cryopreserved
until the time 
of infusion. A catheter is placed in the
patient’s fourth ventricle, and the au-
tologous NK cells are infused through
the catheter. The patient receives three
cycles of treatment with NK cells; each
cycle comprises three infusions per
week for 3 weeks followed by 1 week of
rest. Three months after the comple-
tion of treatment, the patient will un-
dergo magnetic resonance imaging to
assess the tumor response. 

“We have performed more than 50
infusions and seen no dose-limiting tox-
icities,” Dr. Khatua said. “This is a dose-
escalating trial, and we have gone to 
the second of three dose levels.”

Preliminary results of the trial are
not yet available, but preclinical studies
showed that NK cells had antitumor 
activity against medulloblastoma and
atypical teratoid rhabdoid tumor cell
lines. Mouse xenograft models of me d -
 ulloblastoma confirmed this activity.
These studies and the resulting clinical
trial were developed by a team that in-

cluded (in addition to Dr. Khatua) 
Laurence Cooper, M.D., Ph.D., Vidya
Gopalakrishnan, Ph.D., Wafik Zaky,
M.D., and Dean Lee, M.D., Ph.D., re-
spectively a visiting scientist, associate
professor, assistant professor, and former
associate professor in the Division of Pe-
diatrics; and David Sandberg, M.D., and
Jeffrey Weinberg, M.D., both professors
in the Department of Neurosurgery. 

Future directions
Because the ongoing clinical trial 

is the first to infuse NK cells directly
into the brain, several precautions were
taken for safety. One of these was infus-
ing three doses of NK cells per week in-
stead of one large, weekly dose. Because
of the proven safety of the initial infu-
sions, the researchers have proposed an
amendment to the trial’s protocol so 
that the entire dose for each week can
be given in one infusion instead of three.

Another safety provision was the 
use of autologous rather than allogeneic
NK cells. However, because the preclin-
ical studies that led to the trial used al-
logeneic NK cells, Dr. Khatua and his
colleagues think allogeneic NK cells or
“off-the-shelf” NK cell products might
be more efficacious than autologous 
NK cells in clinical use. “Now that 
the safety of autologous cells appears 
to be established, and hopefully will 
be further established, the next step
will likely be to use allogeneic or off-
the-shelf NK cells,” Dr. Khatua said. 

Finally, Dr. Khatua and his colleagues
would like future trials to investigate
whether NK cell infusion will have syn-
ergy with chemotherapy drugs against
malignant posterior fossa tumors. Dr.
Khatua said, “It is imperative that we
find novel therapies including biologic
agents that can be directly infused into
the brain to fight these tumors in close
proximity and yet prevent toxicity from
systemic chemotherapy.”  n

FOR MORE INFORMATION
Dr. Soumen Khatua ..............713-792-3280

By Bryan Tutt

Medulloblastomas, the most common malignant
brain tumors in children, are usually incurable 
if they recur. But a clinical trial of a novel therapy
in which natural killer (NK) cells are infused di-
rectly into the brain is now enrolling young pa-
tients with recurrent medulloblastoma and other
malignant tumors of the posterior fossa.

Dr. Soumen Khatua
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isKnown as the “sunshine vitamin,”
vitamin D has been shown to im-
prove bone, thyroid, and kidney
health by regulating calcium and
phosphate levels in the body.
Recent studies also suggest adequate or
above-average levels of vitamin D may
help prevent or slow the development
of some cancers, but more evidence is
needed to confirm these findings. 

“We have a lot of interest in vita-
mins and supplements and how they 
relate to cancer,” said Therese Bevers,
M.D., a professor in the Department 
of Clinical Cancer Prevention and the
medical director of the Cancer Preven-
tion Center at The University of Texas
MD Anderson Cancer Center. “Cur-
rently, there are very limited data—es-
pecially high-level data—that can
guide clinical recommendations. But
there is some evidence that suggests
certain vitamins or supplements may
be beneficial in reducing the risk of de-
veloping cancer, and one of these is vi-
tamin D.”

How the body processes 
vitamin D 

When exposed to ultraviolet light
from the sun, the human body produces
vitamin D. The liver then converts vita-
min D into 25-hydroxyvitamin D, also
called 25(OH)D, which travels through
the bloodstream to the kidneys, where 
it becomes the active form of vitamin D
that can be used by the body. 

Although sunlight exposure in-
creases the risk of skin cancer, the vita-
min D that results from such exposure
may reduce the risk of other cancers.
Research in the 1980s showed that the
rate of developing or dying of certain
cancers was lower among people living
in southern parts of the United States
than in those living in the north, where
there is less sunlight. 

In addition to sunlight exposure,
people can get vitamin D by eating
fatty fish, such as salmon and tuna, 

as well as fortified milk and cereals. 
For people who live in less sunny cli-
mates or do not eat fish, vitamin D 
supplements are the most convenient
option. 

Research findings
Studies have indicated that vitamin

D supplements may decrease a person’s
risk of breast, colorectal, pancreatic,
and prostate cancers. However, these
studies were not conclusive. And in a
study done this year at the University
of California, San Diego, School of
Medicine, the participants (all women)
who had high levels of vitamin D in
their blood had a 67% lower cancer risk
compared with women whose vitamin
D levels were lower, suggesting that
higher vitamin D levels decrease the
risk of developing cancer. 

In another recent study, researchers
at Stanford University School of Med -
icine found that breast tumors grew
faster and spread to more parts of the
body in mice with low vitamin D levels
than in mice with adequate levels. Dr.
Bevers said that this finding suggests
that vitamin D may have properties
that can slow or prevent the develop-
ment of cancer, but she added that
what happens in a mouse does not 
necessarily happen in a human.

According to Dr. Bevers, a link be-

tween cancer and vitamin D has not
been proven in clinical trials. In fact, 
it is difficult for clinical trials to deter-
mine the effect of vitamin D supple-
ments on cancer risk because a person’s
diet and the amount of time spent in
the sun also affect that person’s vitamin
D level.

Getting enough vitamin D
Most experts recommend a daily 

vitamin D intake of 400 international
units (IU) for children younger than 
1 year, 600 IU for people 1–70 years
old, and 800 IU for those older than 
70 years. However, these daily allow -
ances were based on the vitamin’s effect
on bone health rather than its potential
for cancer prevention. 

“At this time, we do not make any
recommendations regarding vitamin
supplements for cancer prevention,” 
Dr. Bevers said. “That’s not to say there
isn’t ongoing research, but we need to
have more conclusive evidence before
making those recommendations.” n

– Z. Ahmed

FOR MORE INFORMATION
• Ask your physician
• Visit www.mdanderson.org
• Call askMDAnderson at 877-632-6789

OncoLog, October 2016 ©2016 The University of Texas MD Anderson Cancer Center

Vitamin D and 
Cancer Prevention
Research is promising but still inconclusive 
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To Refer a Patient

Physicians:To refer a patient or learn
more about MD Anderson, contact 
the Office of Physician Relations at 
713-792-2202, 800-252-0502, or
www.physicianrelations.org.

Patients: To refer yourself to MD
Anderson or learn more about our 
services, call 877-632-6789 or visit
www.mdanderson.org.

8 OncoLog n October 2016

The clinic, which is under the umbrella
of MD Anderson’s Clinical Cancer Genet-
ics Program, offers genetic counseling, di-
agnostic testing, cancer surveillance, and
prophylactic surgery for these patients and
their family members. 

Y. Nancy You, M.D., an associate 
professor in the Department of Surgical
Oncology and the leader of the clinic, 
estimates that she and her colleagues fol-
low about 400 families with hereditary
gastrointestinal cancer syndromes, in-
cluding Lynch syndrome. 

“Most oncologists might see only a
handful of patients with Lynch or other
inherited cancer syndromes, and without
an established infrastructure, it can be dif-
ficult to identify these patients and pro-
vide comprehensive care for them across
the cancer spectrum, from diag nosis to

treatment to prevention and screening to
research,” Dr. You said. “With this clinic,
we have the infrastructure and expertise
necessary to serve these patients and their
families in a comprehensive fashion.”

In addition to Dr. You, the core 
faculty members of the clinic include 
Eduardo Vilar-Sanchez, M.D., Ph.D., 
an assistant professor in the Department
of Clinical Cancer Prevention, Patrick
Lynch, M.D., a professor in the Depart-
ment of Gastroenterology, Hepatology,
and Nutrition, and Miguel Rodriguez-
Bigas, M.D., a professor in the Depart-
ment of Surgical Oncology. 

“We are unique in this regard because
we have a group of dedicated individuals
who have focused their efforts on help -
ing patients with these genetic diseases,
which are relatively rare,” Dr. Vilar-
Sanchez said.

The clinic also provides the means to
conduct research into the causes, man-
agement, and prevention of hereditary
gastrointestinal cancers. Current efforts
enabled by the clinic include a trial of
naproxen for the prevention of colorectal
cancer in people with deficient DNA
mismatch repair and the establishment 
of an online registry for communicating
the results of genetic testing to as many
at-risk family members as possible. n

Comprehensive Clinic Offers 
Expert Care for Hereditary 
Gastrointestinal Cancer Syndrome 
Patients, At-Risk Family Members
One valuable resource for
patients with hereditary
gastrointestinal cancer
syndromes is The Univer-
sity of Texas MD Anderson
Cancer Center’s Familial
High-Risk Gastrointestinal
Cancer Clinic. 
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