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ABSTRACT & COMMENTARY

Pancreatic Cancer Patients Live Longer when  
nab-Paclitaxel Is Added to Gemcitabine
By Gary R. Shapiro, MD
Medical Director, Cancer Center of Western Wisconsin, New Richmond, Wisconsin

Dr. Shapiro reports no financial relationships relevant to this field of study.

SYNOPSIS: The combination of nab-paclitaxel and gemcitabine is more effective than gemcitabine alone in 
treating patients with metastatic adenocarcinoma of the pancreas. Median overall survival was 8.5 months in the 
combination group, compared to 6.7 months in the gemcitabine group, with 35% and 22% 1-year survival rates, 
respectively. Response rates were also higher with the combination, 23% vs 7%.

SOURCE: Von Hoff DD, et al. Increased survival in pancreatic cancer with nab-paclitaxel plus gemcitabine. N Engl J Med 2013;369:1691-1703. 

This Phase 3, multi-institutional study 
randomly assigned 861 metastatic pancreatic 
adenocarcinoma patients, who had a good 

performance status (Karnofsky score ≥ 70), to 
receive nab-paclitaxel (125 mg/m2) followed by 
gemcitabine (1000 mg/m2 on days 1, 8, and 15 
every 4 weeks) or gemcitabine monotherapy (1000 
mg/m2 weekly for 7 of the first 8 weeks, and then 
days 1, 8, and 15 every 4 weeks for the subsequent 
cycles). The patients were treated until their disease 
progressed or they had unacceptable toxicity.

The median overall survival of patients in the nab-
paclitaxel group was 8.5 months compared to 6.7 
months in the gemcitabine monotherapy group 
(hazard ratio [HR] = 0.72, P < 0.001). The median 
progression-free survival was 5.5 months with 

nab-paclitaxel compared to 3.7 months for those 
receiving only gemcitabine (HR = 0.69, P < 0.001). 
The combination also demonstrated a superior 
overall response rate of 23% compared to 7% for 
gemcitabine alone (P < 0.001). Additionally, the 
survival rate was 35% in the combination group vs 
22% in the gemcitabine group at 1 year, and 9% vs 
4% at 2 years, respectively. 

This favorable treatment effect was consistent 
across all subgroups in Von Hoff’s analysis. In 
general, the greatest reduction in the risk of death 
was seen in patients with more advanced disease: 
poorer performance status, liver metastasis, more 
than three sites of metastatic disease, metastatic 
disease at presentation, or a very high CA 19-9 
(≥ 9 × ULN). A similar trend was observed for 
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progression-free survival.

Approximately 40% of patients in 
both groups went on to receive second-
line anticancer therapy. Those initially 
randomized to the nab-paclitaxel plus 
gemcitabine arm had a significantly longer 
survival (9.4 months) than those initially 
treated with gemcitabine alone (6.8 months; 
HR, 0.68; P < 0.001). 

Serious (grade 3 and 4) adverse events were 
more common in the nab-paclitaxel group, 
and included neutropenia (38% vs 27%), 
fatigue (17% vs 7%), and neuropathy 
(17% vs 1%). Febrile neutropenia was 
uncommon in both groups (3% vs 1%). 

COMMENTARY 
Burris’s 1997 groundbreaking study1 
established gemcitabine as the standard 
first-line treatment for patients with 
unresectable locally advanced or metastatic 
pancreatic cancer, as much for how it 
improved quality of life (24% of patients) 
as its modest effect on longevity (median 
overall survival 5.65 months, 1-year 
survival 18%). Recently, FOLFIRINOX has 
emerged as an alternative to gemcitabine. 
Although this regimen has a superior 
survival outcome (median overall survival 
11.1 vs 6.8 months; HR, 0.57; P < 0.001),2 
it is not appropriate for frail patients for 
whom gemcitabine, with its relatively low 
toxicity, remains the first-line treatment 
of choice. Now, in this well-designed, 
randomized, phase 3 international study, 
Von Hoff and his colleagues provide a third 
alternative for oncologists to consider for 
patients seeking palliative chemotherapy for 
their advanced pancreatic cancer. 

Both the nab-paclitaxel–gemcitabine and 
FOLFIRINOX trials excluded those with 
a poor performance status, but the nab-
paclitaxel study cutoff was higher. Indeed 
8% of its subjects had a performance 
status corresponding to 2 on the ECOG 
scale, a group that was excluded from the 
FOLFIRINOX study. It is also noteworthy 
that where the FOLFIRINOX study 
excluded patients older than 75, 10% of 
patients in the nab-paclitaxel study were 75 
years of age or older. 

Although the gemcitabine control arm 
in both the nab-paclitaxel–gemcitabine 
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remarkably similar median overall survival 
(6.7 vs 6.8 months, respectively), it is 
important not to assume that it necessarily 
follows that the FOLFIRINOX regimen 
(OS 11.1 months) is superior to the nab-
paclitaxel–gemcitabine combination (8.5 
months). Only a head-to-head, randomized 
trial of FOLFIRINOX vs nab-paclitaxel–
gemcitabine will provide these data. 

It is unfortunate that Von Hoff chose not 
to include a tool to measure the quality 
of life of those patients participating in 
his study. Indeed, it was with the original 
Burris pancreatic cancer study1 that 
the oncology community first began to 
appreciate the importance of adding quality 
of life to the traditional list of outcome 
measurements used in cancer clinical trials. 
Quality-of-life measures were included 
in the FOLFIRINOX-gemcitabine study, 
and at 6 months, 31% of the patients in 
the FOLFIRINOX group had a “definitive 
degradation” of quality of life vs 66% 
in the gemcitabine group (HR, 0.47; P < 
0.001).2 

That the nab-paclitaxel–gemcitabine 
combination and gemcitabine monotherapy 
had reasonably comparable rates of 
serious life-threatening adverse events is 
reassuring, but, as tempting as it may be 
to draw a favorable analogy between the 
two regimens, toxicity outcomes are not 
always good surrogates for quality-of-
life outcomes. For example, one wonders 
if those among the majority of patients 
with persistent nab-paclitaxel peripheral 
neuropathy were as pleased as the 
investigators that “44% resumed treatment 
at a reduced dose of nab-paclitaxel within a 
median of 23 days.” Peripheral neuropathy 
is a worrisome complication in older 
individuals who are subject to falls and may 
have preexisting neuropathic symptoms. 

It is indeed ironic that 16 years after 
the landmark Burris study, innovations 
in pancreatic cancer treatment still lack 
essential quality-of-life data. Is treatment 
worth it? Rebecca Miksad eloquently 
addressed both the quality-of-life and 
economic aspects of this question in her 
2007 letter to the editor of the Journal of 
Clinical Oncology.3 She was responding 
to a recently published study4 that was the 
first randomized, Phase 3 clinical trial to 
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“demonstrate statistically significantly improved 
survival in advanced pancreatic cancer by adding 
any agent to gemcitabine.” With a design similar 
to that used by Von Hoff (including the absence 
of quality-of-life measures), Moore randomized 
569 advanced pancreatic cancer patients to either 
erlotinib and gemcitabine or gemcitabine. Though 
objective response rates were not significantly 
different between the groups, overall survival was 
significantly prolonged on the erlotinib-gemcitabine 
arm (6.24 vs 5.91 months; HR, 0.82; P = 0.038) and 
1-year survival was also greater with erlotinib (23% 
vs 17%, P = 0.023). 

Miksad concluded that the overall survival benefit 
of 0.33 months, though statistically significant, was 
so small that it did not justify the increased risk 
of toxicity (diarrhea, interstitial lung disease, and 
treatment-related death) or the high financial cost 
of adding erlotinib to gemcitabine. In contrast, the 
FOLFIRINOX study had a higher overall survival 
benefit (4.3 months), and, despite its higher incidence 
of adverse events, demonstrated that the quality of 
life of patients receiving FOLFIRINOX deteriorated 
slower than those treated with gemcitabine. 

The overall survival benefit (1.8 months) of the 
relatively less toxic nab-paclitaxel–gemcitabine 
regimen was also greater than that seen in the 
erlotinib study, but these statistics fail to provide the 
important quality-of-life information that is essential 
to answering the question, “Is it worth it?” 

In the absence of clear data regarding the quality of 
life of those treated with nab-paclitaxel–gemcitabine 
and a direct comparison of this combination to 
FOLFIRINOX, the nab-paclitaxel–gemcitabine 
regimen seems applicable to a broader patient 

population, especially those who are older 
and less robust. It is noteworthy that the Von 
Hoff study did include older patients, but, like 
the underrepresentation of those with a poor 

performance status, the number of patients in this 
study who were older than 75 limits our ability to 
generalize their findings to the majority of patients 
with advanced pancreatic cancer: the elderly and 
the frail. For this group, the balance of burdens and 
benefits may still favor single agent gemcitabine in 
those who wish palliative chemotherapy.   n
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ABSTRACT & COMMENTARY

Change in CA19-9 after the First Cycle of second-line 
Pancreatic Cancer Treatment Predicts PFS and OS
By William B. Ershler, MD, Editor
SYNOPSIS: In a retrospective analysis of second-line or greater treatment of advanced pancreatic cancer, the 
change in CA19-9 level was found to predict progression-free survival and overall survival. In this palliative setting, 
such data may support early discontinuation of potentially toxic treatments.
SOURCE: Nakai Y, et al. A retrospective analysis of early CA19-9 change in salvage chemotherapy for refractory pancreatic cancer. Cancer 
Chemother Pharmacol 2013;72:1291-1297.

[It is indeed ironic that 16 years 
after the landmark Burris study, 
innovations in pancreatic cancer 
treatment still lack essential 
quality-of-life data.]

Advances in the clinical management of 
advanced pancreatic cancer have been slow 
in coming since the original demonstration 

of improved overall survival (OS) with 
gemcitabine.1 However, two recent randomized 
trials have described improvements in clinical 

parameters including OS with either the multi-
agent FOLFIRINOX regimen2 or, as presented 
last year at ASCO and more recently in print, 
gemcitabine with nab-paclitaxel3 (also reviewed 
in this issue of Clinical Oncology Alert). Yet, 
despite these advances, most patients experience 
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disease progression in 3-6 months and second-
line chemotherapy regimens have proven only 
marginally effective.4,5

Acknowledging that quality of remaining life 
remains high priority, early assessment of whether 
salvage chemotherapy is going to be of benefit is 
of practical importance. Accordingly, Nakai and 
colleagues at the University of Tokyo conducted 
a retrospective analysis of outcomes of those 
patients who received salvage chemotherapy or 
chemoradiation for advanced or recurrent pancreatic 

cancer. At their institution CA19-9 was routinely 
measured prior to each course of chemotherapy. 
Patients whose serum CA19-9 was below 1 U/mL 
(likely due to Lewis blood group antigen phenotype6 
or was not measured after the first course of salvage 
chemotherapy) were excluded from the analysis.

A total of 239 salvage regimens were given in 
167 patients. The treatment was second line in 
150 patients and third or more in the remainder. 
Median follow-up was 5.9 months. There were no 
complete remissions (by RECIST criteria) but partial 
remissions were evident in 18 and stable disease was 
observed in 109 patients. Median progression-free 
survival (PFS) was 2.7 months (95% confidence 
interval [CI], 2.4-3.1) and median OS was 6.1 
months (95% CI, 5.3-7.2). 

For all evaluable treatment cycles, the median 
pretreatment CA19-9 was 2362 U/mL, and median 
CA19-9 change after the first course was 17.8% 
increase. Of note, the CA19-9 change was associated 
with tumor response. PFS was 1.7 vs 3.5 months and 
OS was 3.9 and 8.6 months in patients with ≥ 50% 
vs < 50% increase. By multivariate analysis, CA19-
9 increase ≥ 50 % was prognostic of both PFS and 
OS (hazard ratio [HR]. 2.28 and 2.50; P < 0.001, 
respectively). 

COMMENTARY 
The measurement of CA19-9 after the first cycle 
of salvage chemotherapy was useful in identifying 
those individuals who were likely to benefit from 
additional therapy. This group had previously 
demonstrated the efficacy of early CA19-9 
measurement in predicting initial treatment response 
with gemcitabine monotherapy in chemotherapy-
naïve pancreatic cancer.7 In that study, both 
pretreatment CA19-9 and CA19-9 after the first 
course were predictive of PFS and OS. The current 
study extends this observation to the assessment 
of second- or third-line treatment. Once again, 
demonstration of a significant (> 50%) rise in CA19-
9 after the first cycle was shown to predict poor PFS 
and OS. Although no standard approach to second-
line treatment of pancreatic cancer is established, 
oncologists frequently evaluate treatment response 
by using imaging and other response criteria after 
two full cycles of therapy. The current report would 
suggest an earlier evaluation of response (i.e., by the 
post-cycle 1 CA19-9 level) may allow the avoidance 
of unnecessary adverse events from additional cycles 
of ineffective chemotherapy and, when appropriate, 
the administration of an alternative regimen. 

However, as the authors themselves indicate, some 
reservation in adopting this strategy should be 
kept in mind in light of the retrospective nature of 
the review and its origin from a single institution. 
Hopefully, as multi-institution, randomized trials are 
developed for second-line treatment of pancreatic 
cancer, CA19-9 levels will be included both pre- and 
post-first cycle treatment and responses compared 
with the established RECIST criteria.   n
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[Hopefully, as multi-institution, 
randomized trials are developed 

for second-line treatment of 
pancreatic cancer, CA19-9 levels 

will be included both pre- and 
post-first cycle treatment and 
responses compared with the 
established RECIST criteria.]
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ABSTRACT & COMMENTARY

Identification of Prognostic Factors for Early Mortality  
in Treatment of Metastatic Colorectal Cancer
By William B. Ershler, MD, Editor
SYNOPSIS: In a retrospective review of several clinical trials for metastatic colorectal cancer conducted in Germany, 
a comprehensive examination of risk factors for mortality within 2 months of chemotherapy, white blood cell count 
and performance status were found to be significant. A combination of these two factors results in an index (60-day 
mortality score) with reasonable sensitivity and high specificity. Application of such an index may be useful in pre-
treatment chemotherapy decision making.

SOURCE: Giessen C, et al. Prognostic factors for 60-day mortality in first-line treatment of metastatic colorectal cancer (mCRC): Individual patient 
analysis of four randomized, controlled trials by the AIO colorectal cancer study group. Ann Oncol 2013;24:3051-3055. 

The reported 60-day mortality in clinical trials 
for metastatic colorectal cancer (mCRC) is 
an established parameter for chemotherapy-

related safety. However, despite being widely used, 
reporting of the 60-day mortality in clinical trials 
is not standardized.1 Identification of prognostic 
factors associated with 60-day mortality in patients 
with mCRC would be useful to identify patients 
at higher risk. In 2011, Giessen and colleagues 
identified white blood cell count (WBC) and lactate 
dehydrogenase (LDH) as prognostic factors for 
all-cause, 60-day mortality in an irinotecan-based 
trial for mCRC.2 However, a large analysis of 
prognostic factors associated with 60-day mortality 
has not been conducted to date. 

To further define prognostic factors for early 
mortality, the Arbeitsgemeinschaft Internistische 
Onkologie (AIO) study group recently conducted a 
large, retrospective analysis on data collected from 
four randomized AIO mCRC trials. The first study 
(CAPOX/FUFOX) was a randomized, Phase 3 study 
that compared first-line treatment with capecitabine 
plus oxaliplatin (CAPOX) vs fluorouracil and 
leucovorin plus oxaliplatin (FUFOX) as first-line 
treatment of mCRC.3 The second study (AIO 
KRK 0104) was a randomized, Phase 2 study 
that compared first-line treatment with cetuximab 
plus capecitabine and irinotecan (CAPIRI) with 
cetuximab plus CAPOX.4 The third study (AIO 
KRK 0604) was a randomized, Phase 2 trial that 
compared treatment with CAPIRI vs CAPOX 
in combination with bevacizumab.5 The fourth 
study (FIRE-1) was a Phase 3 trial that compared 
treatment with either FUFIRI or mIROX.6 These 
studies were all conducted at multiple treatment 
sites throughout Germany between July 2000 and 
December 2006. 

The 60-day mortality was defined as death within 
the first 60 days of initiation of chemotherapy 
treatment. In this retrospective analysis, the 
investigators reviewed medical records, trial 

databases, and adverse effect reports to investigate 
causes of death and such were categorized as: 
disease-related (tumor-progression), sepsis, severe 
gastrointestinal toxicity, thromboembolic events, 
cardiac, and bleeding events. Prognostic factors were 
determined using univariate and multivariate logistic 
regression models. 

Two different cohorts were evaluated due to 
varying performance status inclusion criteria. Initial 
analysis was done on the 898 patients with ECOG 

performance status of 0, 1, or 2 who were enrolled 
in the AIO 0104 trial, the AIO 0604 trial, or the 
CAPOX/FUFOX trial. Among these participants, 
there were 33 deaths within the first 60 days of 
treatment (60-day mortality rate = 3.7%). Since the 
FIRE-1 trial required Karnofsky performance status 
≥ 70%, a second cohort was analyzed that included 
patients enrolled in this study in addition to the 
subset of patients with ECOG performance status of 
0 or 1 who were enrolled in the other studies. Of the 
1302 patients assessed in this cohort, there were 44 
deaths (60-day mortality rate = 3.4%). 

The main cause of death within the first 60 days was 
disease related in both cohorts (18/33 [54.5%] in 

[Calculating 60-day mortality 
risk by readily available 
parameters can identify high-
risk patients who may require 
heightened surveillance after 
chemotherapy or a reduction in 
treatment intensity.]
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cohort 1 and 21/44 [47.7%] in cohort 2). 

In the first cohort, the median age of the 33 patients 
who died within the first 60 days of treatment was 
slightly older than the median patient population 
(66 vs 64 years). Of the total number of enrolled 
subjects, the proportion of patients with ECOG 2 
who died within the first 60 days was significantly 
greater than the proportion alive after 60 days (39% 
vs 4%, P < 0.001). Similarly, the proportion of 
patients with ECOG 0 who died within the first 60 
days was significantly less than the proportion alive 
after 60 days (27% vs 54%, P < 0.001). ECOG 1 
was comparable among the two groups. In addition, 
the proportion of patients with baseline WBC ≥ 8K/
µL was significantly higher in patients who died 
within the first 60 days (67% vs 43%, P = 0.007). 

Similar results were seen in the second cohort. The 
44 patients who died within the first 60 days were 
older than those alive after 60 days (66.0 vs 63.6 
years). The proportion of patients with ECOG 0 
who died within the first 60 days was significantly 
less than the proportion alive after 60 days (43% 
vs 63%, P = 0.010). Additionally, the proportion 
of patients with baseline WBC ≥ 8.00/µL was 
significantly higher in patients who died within 
the first 60 days (66% vs 42%, P = 0.006, odds 
ratio 7.60). There were no statistically significant 
differences in LDH and alkaline phosphatase 
between the groups in either cohort. 

Multivariate analysis of all patients revealed 
that both ECOG PS 2 and increased WBC were 
associated with an increased risk of death within 
the first 60 days. In the first cohort, odds ratio for 
ECOG PS 2 vs 0 was 12.92 (95% confidence interval 
[CI], 4.73-36.52; P < 0.001), and odds ratio for 
WBC was 6.28 (95% CI, 2.17-19.06; P < 0.001). In 
the second cohort, the odds ratio for WBC was 7.60 
(95% CI, 3.11-18.60; P < 0.001). Other tumor and 
baseline patient characteristics were not associated 
with increased likelihood of early mortality. 

COMMENTARY 
This comprehensive analysis of factors that might 
predict early death after mCRC treatment yielded 
nothing surprising but provided evidence that 
may be useful for treatment decisions. Notably, 
the majority of deaths at 60 days was related to 
progressive malignancy. However, the risk was 
higher for those with poorer performance (PS 2 vs 
PS 0/1) and for those with WBC > 8K/µL. In the 
analysis, having both of these prognostic factors 
(i.e., AIO-60-Day-Mortality Score 2) yielded an 
odds ratio of 30.54 (10.58-88.20; P < 0.001). 
The calculated sensitivity for this combined score 
in predicting 60-day mortality was 18% and the 
specificity was 98%. The positive predictive value 
was 32%. Thus, calculating 60-day mortality risk 
by these readily available parameters (ECOG PS and 
WBC) can be used to identify high-risk patients who 
may require heightened surveillance after standard 
or experimental chemotherapy or, alternatively, a 
reduction in treatment intensity.   n
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ABSTRACT & COMMENTARY

Redefining the Natural History of Borderline Ovarian 
Tumors
By Robert L. Coleman, MD
Professor, University of Texas; M.D. Anderson Cancer, Center, Houston

Dr. Coleman reports no financial relationships relevant to this field of study.

SYNOPSIS: Borderline ovarian tumors present in early stage, infrequently relapse, are generally cured with surgical 
resection, and may be conservatively treated in women desiring continued fertility. However, nearly one-third of 
recurrences are malignant and pursue an aggressive course like their invasive primary counterparts.
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Borderline ovarian tumors are unique 
neoplasms that demonstrate proliferation 
without infiltrative destructive growth or 

stromal invasion. Clinically, they carry a much 
more favorable prognosis compared to invasive 
epithelial ovarian cancer. However, their rarity 
has limited clear information regarding prognostic 
factors and no prospective studies exist that 
evaluate therapeutic strategies. To provide clarity 
into these important clinical parameters, the AGO 
study group carried out a retrospective cohort 
study, collecting data from consecutive patients 
with ovarian borderline tumors treated between 
1998 and 2008 in 24 German centers. All tumors 
underwent central pathological review, and case 
patients were prospectively followed for outcomes 
of recurrence, therapy, and death. Of 1042 patients 
undergoing independent pathological review, 
borderline ovarian tumor was confirmed in 950 
patients; of the 92 patients excluded, 43% had 
primary invasive disease and the remaining benign 
disease. The histology of the borderline tumors was 
serous (67%) and mucinous (31%). Most were 
diagnosed in stage I (82%); 8% and 10% were stage 
II and III, respectively. Overall, 74 patients (8%) 
experienced relapse and 43 (5%) died within the 
observation period. Multivariate analysis revealed 
higher stage, incomplete staging, tumor residuals, 
and organ preservation as independent prognostic 
factors for disease recurrence. While the presence of 
implants was prognostic, neither microinvasion nor 
micropapillary growth pattern impacted progression-
free survival (PFS). Of 74 relapsed patients, 30% 
had malignant transformation to invasive ovarian 
cancer with 5-year PFS and overall survival of 
12% and 50%, respectively. Prognosis of ovarian 
borderline tumors correlates with tumor-related as 
well as surgery-related factors. The balance between 
recurrence risk and organ preservation and fertility-
sparing surgery is an important issue deserving 
further research.

COMMENTARY
It has been well described that, in general, ovarian 
borderline tumors are uncommon and of good 
prognosis.1 However, the natural history of the 
disease is not well understood, particularly in regard 
to recurrence, due to the rarity of the condition 
and of these events. This paper represents the 
largest collection of cases with central path review 
and provides better clarity to prognostic factors 
previously intimated from retrospective work. 
The most surprising outcomes in this review were 
the lower than expected recurrence risk (8% vs 
historically 11-15%) and invasive recurrence risk 

(2% vs historically 4%).2 Also of note were the 
recurrence risks in patients undergoing conservative 
surgery (organ preserved) and incomplete staging. 
Fortunately, neither of these factors increasing 
the risk for recurrence (by up to 5-fold) led to 
poorer survival. This was largely due to “in organ” 
recurrence for those undergoing fertility-sparing 
surgery and the frequency of non-invasive recurrent 
disease (70% of recurrences). However, somewhat 
surprising was their identification of high-grade 
invasive disease (34%) in the 22 patients who 

recurred with invasive disease.3 The outcomes of 
these patients was no different than expected from 
invasive ovarian cancer in general. Finally, a good 
take-home message from the study was the utility 
of expert pathology review. In this trial, all cases 
were independently re-reviewed. In nearly one in 
eight cases, a different opinion was reached with a 
60:40 split on benign and malignant diagnoses. Since 
this was a retrospective re-review of the original 
histology, intervention was carried out locally based 
on the original histology (read locally as borderline 
ovarian cancer). However, when the outcomes of 
these discrepant groups were analyzed, the outcomes 
were vastly different than expected; median PFS in 
the borderline re-read as invasive was 6 years, and 
median PFS in the group re-read as benign was not 
reached (greater than 12.5 years). Overall for the 
confirmed borderline tumors, the median PFS was 
12.5 years. This differential strengthens the validity 
of the revised histological assessment.   n
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[This paper represents the largest 
collection of cases with central 
path review and provides better 
clarity to prognostic factors 
previously intimated from 
retrospective work.]
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Whole brain XRT for SCLC in the elderly[IN FUTURE ISSUES] 

Continuing Education Questions

1. Which of the following regimens has been 
shown to both prolong survival and improve 
quality of life in patients with metastatic pancreatic 
cancer?
a. Gemcitabine
b. Gemcitabine plus nab-paclitaxel
c. FOLFIRINOX
d. Erlotinib plus gemcitabine
e. Both a and c

2. The report by Nakai and colleagues suggests 
that determination of CA19-9 at which time point 
provides useful predictive information regarding 
the likely benefit of second-line treatment for 
patients with advanced pancreatic cancer?
a. Prior to treatment
b. After the first course of treatment
c. After the second course of treatment
d. After the sixth course of treatment

3. Deaths that occur within 60 days of treatment 
for metastatic colorectal cancer are most frequently 
attributable to:
a. progressive colorectal cancer.
b. diarrhea and dehydration.
c. neutropenia and sepsis.
d. cardiovascular (MI or CVA).

4. Which of the following was an independent 
prognostic factor for recurrence in the study of 
borderline ovarian tumors?
a. Incomplete surgical staging
b. Histology
c. Ascites
d. Micropapillary architecture

CME Instructions
To earn credit for this activity, please follow these instructions:

1.  Read and study the 
activity, using the 
provided references for 
further research.

2.  Log on to www.cmecity.
com to take a post-test; 
tests can be taken after 
each issue or collectively 
at the end of the semester. 
First-time users will 
have to register on the 
site using the 8-digit 

subscriber number printed 
on their mailing label, 
invoice or renewal notice. 

3.  Pass the online tests with 
a score of 100%; you will 
be allowed to answer the 
questions as many times 
as needed to achieve a 
score of 100%.  

4.  After successfully 
completing the last test of 

the semester, your browser 
will be automatically 
directed to the activity 
evaluation form, which 
you will submit online. 

5.  Once the completed 
evaluation is received, 
a credit letter will be 
e-mailed to you instantly.  

CME Objectives
Upon completion of this educational activity, participants should be able to:

•   discuss the most recent 
information regarding 
diagnosis and treatment of 
various types of cancer; 

•   describe current prevalence/
surveillance data and long-
term follow-up results of 
chemotherapy/radiation 
regimens; and

•   describe new advances in the 
field of oncology.

AHC is Going Digital
The January 2014 issues of Pharmacology Watch and Clinical Briefs in Primary Care 

are now available exclusively by e-mail or online. You can access these two valuable 
supplements to Clinical Oncology Alert at http://www.ahcmedia.com/supplements/. 
We will send PDF copies of these supplements to you by e-mail if you prefer. Please 
send an e-mail with your name and/or subscriber number to customerservice@
ahcmedia.com with Digital AHC Supplements in the subject line. We welcome your 
feedback and appreciate your continued support as a subscriber.
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