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A change in tumor size is a well-validated and commonly used value
for evaluating response to chemotherapy in cancer. Metabolic
changes induced by chemotherapy are related to prognosis in
several tumor types. However, the clinical implication of metabolic
changes in patients with advanced gastric cancer (AGC) undergoing
chemotherapy remains unclear. We aimed to evaluate response of
tumor size and metabolism in AGC during chemotherapy and to
reveal the relationship between them in view of their impact on
patient survival. Methods: We prospectively enrolled patients with
AGC before the initiation of first-line palliative chemotherapy. Using
baseline and follow-up contrast-enhanced CT and '8F-FDG PET,
we assessed the tumor diameter, SUV,,,4«, and total lesion glycoly-
sis in each lesion and their changes during chemotherapy at the
same time. We included all lesions with the maximal longest diam-
eters over 1 cm on CT, and each lesion was evaluated by matched
18F-FDG PET. We analyzed the association between changes in
tumor metabolism and tumor size and performed outcome analy-
sis on overall survival (OS) and progression-free survival (PFS).
Results: Seventy-four patients were enrolled, and the number of
all lesions included in this study was 620. Compared with adeno-
carcinomas, poorly cohesive carcinomas demonstrated lower
SUV ax irrespective of tumor size (P < 0.001). Human epidermal growth
factor receptor 2 (HER2)—positive tumors showed higher SUV o« than
HER2-negative tumors (P = 0.002). The changes in SUVy.x due to
chemotherapy had a linear correlation with the changes in tumor size
of each lesion, and a 30% tumor size reduction was associated with a
50% SUVax reduction (P < 0.001). Total lesion glycolysis changes
also correlated with tumor size changes (P < 0.001). Better OS and
PFS were obtained in patients with both tumor size and SUV,ax
reduction than in patients with either size or SUV .« reduction only
(OS, P = 0.003; PFS, P = 0.038). Conclusion: Changes in tumor
metabolism induced by chemotherapy correlated with changes in
tumor size in AGC. Considering both changes in metabolism and
size could help predict a more accurate prognosis for AGC patients
undergoing chemotherapy.
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Tumor metabolism can be measured using '8F-FDG PET, and
these measurements are of significant importance in predicting the
prognosis in several types of cancer (/-3). AGC is a leading cause
of death worldwide, and chemotherapy and targeted therapy are
the cornerstones of its treatment (4-6). Appropriate evaluation of
treatment response is crucial during chemotherapy, and the current
evaluation in AGC is dependent on the measurement of tumor size
by CT according to the RECIST (7).

Several studies have shown the benefit of '8F-FDG PET in the
preoperative staging setting of gastric cancer, which can detect
more metastatic lesions than CT (8-10). Early metabolic response
of tumors determined using '®F-FDG PET is correlated with histo-
logic response and reflects the prognosis in a neoadjuvant chemo-
therapy setting (/7-13). '8F-FDG PET can also be used to detect
recurrence after surgery for gastric cancer (/4).

Despite the broad diagnostic applicability of '8F-FDG PET in
gastric cancer, few studies have used it for response evaluation to
chemotherapy in AGC. This could be attributed to the presence of
well-established response evaluation methods for chemotherapy with
tumor size change and to the alleged lack of a relationship between
tumor metabolic response and tumor size response in AGC (7).

Therefore, the purpose of this prospective study was to evaluate
response of tumor size and metabolism in AGC at the same time
during chemotherapy and to reveal the exact relationship between
them in view of their impact on patient survival.

MATERIALS AND METHODS

Patient Population

Patients diagnosed with AGC and candidates for first-line palliative
chemotherapy were registered in this prospective cohort study at Seoul
National University Hospital. Patients underwent '8F-FDG PET and
corresponding contrast-enhanced CT scanning before the initiation
of chemotherapy and at the time of first tumor response evaluation
of the chemotherapy. The response evaluation was done after 6 wk of
chemotherapy—that is, after 2 cycles of XELOX (capecitabine and
oxaliplatin Q 3 wk) chemotherapy or 3 cycles of FOLFOX (fluorouracil
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with leucovorin and oxaliplatin Q 2 wk) chemotherapy. Clinicopatho-
logic characteristics and survival data were also collected.

The study was approved by the Institutional Review Board of Seoul
National University Hospital (H-1307-132-508), and all subjects signed
an informed consent form. All procedures used in this study were
performed in accordance with the guidelines of the Helsinki Declaration
and its amendments.

PET/CT Protocol

Dedicated PET/CT scanners (Biograph True-Point, Biograph mCT
40, and Biograph mCT 64; Siemens) were used to acquire '3F-FDG
PET/CT images. All patients fasted at least 6 h and maintained blood
sugar levels less than 210 mg/dL before the injection of 5.18 MBg/kg
of 8F-FDG. PET/CT images were acquired 1 h (mean, 65 min; range,
54-87 min; SD, 8) after '8F-FDG injection. The ordered-subsets ex-
pectation maximization algorithm (4 iterations and 8 subsets for Bio-
graph True Point; 2 iterations and 21 subsets for Biograph mCTs) was
applied to reconstruct the acquired images. A 5.0-mm gaussian filter
was used to postprocess the reconstructed images to reduce noise and
smoothen image quality. Images were analyzed using a commercial
software program (Syngo.via; Siemens Medical Solutions).

Measurement of Lesions

All measurable lesions with the short-axis diameters of lymph nodes
and long-axis diameters of all other lesions greater than 1 cm on CT were
included, regardless of target lesion definition according to the RECIST.
Lesions with dimensions smaller than 1 cm and lesions that could not be
measured reproducibly on CT due to their irregular conformation were
excluded (7). Therefore, primary gastric lesion without protruding mass,
peritoneal involvement without sizable nodule, lymphangitic pulmonary
metastasis, and malignant pleural effusion, which were observed in 55
(74.3%), 14 (18.9%), 3 (4.1%), and 3 (4.1%) patients, respectively, were
not included in the analyses.

The maximal longest diameter of each lesion was measured on the
axial plane of the CT, which has a slice thickness of 5 mm or less. For
each lesion measured on CT, a volume of interest was placed to cover
the entire tumor sufficiently on the PET scan. Tumors were segmented
using a fixed threshold SUV of 2.5 in the volume of interest. The
metabolic tumor volume was defined as voxel volume multiplied by
voxel number in the segmented tumor on the PET scan. The average of
SUVs of voxels in segmented tumor was defined as SUV,eqn. The
SUVax and total lesion glycolysis at an SUV of 2.5 (TLG2.5), calcu-
lated by multiplying the SUV 4, and metabolic tumor volume using
threshold SUVs of 2.5, were measured using PET. Measurements were
repeated during follow-up imaging at the time of initial response eval-
uation. The mean values of size, SUV,,.«, and TLG2.5 of all lesions
included in this study were compared between baseline and initial
follow-up imaging of first-line palliative chemotherapy.

Statistical Analysis

Patients were divided into several groups according to clinicopatho-
logic factors, and mean tumor size and metabolism in each group were
compared using the Student 7 test. The relationship between the mean
change in tumor size and SUV,,x or TLG2.5 was analyzed using
Pearson correlation analyses and scatterplots, and linear regression
analyses were performed to obtain linear regression equations and
R? values. Cutoff values of SUV,,, or TLG2.5 that predicted a tumor
size reduction of 30% were found using these linear regression equa-
tions. OS and PFS were compared using Kaplan—-Meier curves and
log-rank tests among the groups. OS was defined as the time from
initiating treatment to death, and PFS was defined as the time from
initiating treatment to disease progression or any cause of death.
Analyses were conducted using SPSS Statistics for Windows (version
20.0; IBM Corp.).

900

RESULTS

Characteristics of Patients and Tumors

Seventy-four patients were included in this study (Table 1). The
median age of the patients was 61 y (age range, 28-82 y), and 53
patients (71.6%) were men. According to histologic types, most tu-
mors were adenocarcinomas (79.7%); 20.3% of patients had poorly
cohesive carcinomas. Fifty-six percent of adenocarcinomas were well
to moderately differentiated, and 44% were poorly differentiated. Hu-
man epidermal growth factor receptor 2 (HER2) positivity was ob-
served in 18.9% of the patients. Regimens for first-line chemotherapy
comprised fluorouracil/leucovorin/oxaliplatin (41.9%), capecitabine/

TABLE 1

Patient Characteristics (n = 74)

Characteristic Value

Median age (y) 61 (range, 28-82)

Sex

Male 53 (71.6)

Female 21 (28.4)
Histologic type

Adenocarcinoma 59 (79.7)

Poorly cohesive carcinoma 15 (20.3)
Differentiation (n = 59)

Well to moderate 33 (55.9)

Poor 26 (44.1)
HER2 status

Negative 60 (81.1)

Positive 14 (18.9)
Having primary lesion of the

stomach

No 15 (20.3)

Yes 59* (79.7)
ECOG PS

0,1 65 (87.8)

2,3 9 (12.2)
Chemotherapy regimen

FOLFOX 31 (41.9)

XELOX 23 (31.1)

XP+H 14 (18.9)

Other 6 (8.1)
Median PFS (mo) 8.0 (95% Cl, 6.61-9.33)
Response rate (%) 4
Disease control rate (%) 70

Median overall survival (mo) 17.4 (95% Cl, 12.15-22.65)

*Number of undetected lesions in baseline PET was 3, and of
reproducibly measurable lesions on CT scan it was 4.

ECOG PS = Eastern Cooperative Oncology Group Performance
Status; FOLFOX = fluorouracil with leucovorin and oxaliplatin;
XELOX = capecitabine and oxaliplatin; XP+H = capecitabine
and cisplatin and trastuzumab.

Data in parentheses are percentages,
indicated.

unless otherwise
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oxaliplatin (31.1%), capecitabine/cisplatin/trastuzumab (18.9%), and
other regimens included capecitabine monotherapy or fluoroura-
cil/leucovorin/irinotecan (8.1%). The median number of evaluable
lesions by our definition on CT was 4, ranging from 1 to 47 per
patient. A total of 59 (79.7%) patients had primary gastric lesions;
55 patients were diagnosed as stage 4 with metastatic disease,
therefore no surgery was performed, and 4 patients had a second-
ary primary gastric cancer at the remnant stomach diagnosed long
after the first curative subtotal gastric resection of their initial
gastric cancer. Among these 59 patients with gastric lesions, only
4 cases of gastric lesions were reproducibly measurable on CT.
The median follow-up duration was 11.7 mo (range, 1.9-31.4 mo),
and 37 (50.0%) patients had died at the time of data cutoff. The
median OS (mOS) was 17.4 mo (95% confidence interval [CI],
12.2-22.7 mo), and the median PFS (mPFS) was 8.0 mo (95% ClI,
6.6-9.3 mo).

The total number of evaluable lesions at baseline for all patients
was 620 (Supplemental Table 1; supplemental materials are avail-
able at http://jnm.snmjournals.org). Of these, 516 (83.2%) were
adenocarcinomas and the remaining (16.8%) were poorly cohesive
carcinomas. HER2-positive lesions accounted for 26.5% of all mea-
surable lesions. There were 4 primary lesions (0.6%), and the
remaining were metastatic lesions, including 324 (52.3%) lymph
nodes, 262 (42.3%) liver lesions, 11 (1.8%) bone lesions, 9 (1.5%)
peritoneal seeding nodules, 5 (0.8%) adrenal gland lesions, 4 (0.6%)
lesions in the adnexa of the uterus, and 1 (0.2%) soft-tissue lesion.

Baseline Tumor Size and Metabolism

There was no difference in tumor size between adenocarcinomas
and poorly cohesive carcinomas (mean size, 20.6 vs. 19.4 mm; P =
0.468), but adenocarcinomas showed higher SUV,,,, and TLG2.5
than poorly cohesive carcinomas (mean SUV ., 11.0 vs. 7.3, P <
0.001; mean TLG2.5, 136.7 vs. 60.8, P = 0.001) (Table 2). Among
the adenocarcinomas, well-to-moderately differentiated tumors
exhibited larger size than did poorly differentiated tumors (mean
size, 22.4 vs. 18.2 mm; P = 0.001). Although there was no signif-
icant difference in SUV,,,x between these 2 tumor types (mean
SUViaxs 11.3 vs. 10.6, P = 0.180), TLG2.5 was higher in well-

to-moderately differentiated tumors than in poorly differentiated
ones—a finding that could be explained by the difference in tumor
size (mean TLG2.5, 168.5 vs. 92.1, P = 0.018). There was no
significant difference in tumor size, SUV ., and TLG2.5 between
HER2-negative tumors and HER2-positive tumors. (mean size, 20.1
vs. 21.4 mm, P = 0.398; mean SUV,,,\, 10.2 vs. 11.0, P = 0.172;
mean TLG2.5, 111.9 vs. 157.5, P = 0.220). However, compared
with HER2-negative tumors, HER2-positive tumors showed a
higher SUV .« in subgroup analysis, with tumor sizes of 20 mm
or larger (mean SUV,,,, 17.0 vs. 11.9, P = 0.002).

In general, lesions with a larger size had a higher SUV .,
and TLG2.5 in baseline images (SUV,,.x, Pearson r = 0.33,
P < 0.001; TLG2.5, Pearson r = 0.82, P < 0.001). According
to histologic types, adenocarcinomas showed a correlation be-
tween baseline size and SUV ., but poorly cohesive carcino-
mas did not show such a correlation (adenocarcinomas, Pearson
r = 0.36, P < 0.001; poorly cohesive carcinomas, Pearson r =
0.14, P = 0.145).

Response of Tumor Size and Tumor Metabolism
During Chemotherapy

There was no difference in amount of changes in tumor size,
SUViax. and TLG2.5 between adenocarcinomas and poorly cohe-
sive carcinomas after chemotherapy (Table 3). There was also no
difference in response between well-to-moderately differentiated
adenocarcinomas and poorly differentiated adenocarcinomas.
HER2-positive tumors manifested a more dramatic response of tu-
mor size, SUV .x, and TLG2.5 than did HER2-negative tumors
(mean size change, —50.2% vs. —20.8%, P < 0.001; mean SUV ;.
change, —66.0% vs. —45.5%, P < 0.001; mean TLG2.5 change,
—91.9% vs. 10.0%, P < 0.001).

The change in tumor size in each lesion showed a positive
correlation with a change in SUV,,,x or TLG2.5. Moreover, the
change in SUV .« in each lesion showed a definite linearity with
the change in tumor size in the scatterplot (R? = 0.47, P < 0.001)
(Fig. 1A). Using the linear regression equation, we found that a
30% tumor size reduction was related to a —50.3% (95% ClI,
—49.4% to —51.2%) SUV . change. The change in size and

TABLE 2
Baseline Tumor Size, SUVax, and TLG2.5 of Measurable Lesions According to Pathologic Features (n = 620)

Characteristic No. Mean tumor size (mm) P* Mean SUV,.x P* Mean TLG2.5 P*
Histologic type
Adenocarcinoma 516 (83.2) 20.6 0.468 11.0 <0.001 136.7 0.001
Poorly cohesive carcinoma 104 (16.8) 19.4 7.3 60.8
Differentiation (n = 516)
Well to moderate 301 (58.3) 22.4 0.001 11.3 0.180 168.5 0.018
Poor 215 (41.7) 18.2 10.6 92.1
HER2 status for whole lesions
Negative 456 (73.5) 20.1 0.398 10.2 0.172 111.9 0.220
Positive 164 (26.5) 214 11.0 157.5
HER?2 status for lesions = 20 mm (n = 179)
Negative 134 (74.9) 34.6 0.117 11.9 0.002 308.6 0.099
Positive 45 (25.1) 41.0 17.0 505.9
*Student t test was used to examine difference in values within each group.
Data in parentheses are percentages.
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TABLE 3
Response of Tumor Size and Tumor Metabolism in Each Lesion According to Pathologic Features (n = 620)

Mean tumor size Mean SUV nax Mean TLG2.5
Characteristic No. change (%) P change (%) P* change (%) P*
Histologic type
Adenocarcinoma 516 (83.2) -28.8 0.750 -51.8 0.301 -8.5 0.299
Poorly cohesive carcinoma 104 (16.8) -27.4 -46.2 -67.7
Differentiation (n = 516)
Well to moderate 301 (58.3) -30.8 0.208 -54.5 0.178 3.1 0.567
Poor 215 (41.7) -26.1 -48.1 -24.8
HER2 status
Negative 456 (73.5) -20.8 <0.001 -45.5 <0.001 10.0 <0.001
Positive 164 (26.5) -50.2 -66.0 -91.9

*Student t test was used to examine difference in values within each group.

Data in parentheses are percentages.

TLG2.5 also showed a linear correlation, and a 30% of tumor size
reduction was correlated with a —62.3% (95% CI, —60.9% to
—63.6%) TLG2.5 change (R? = 0.42, P < 0.001) (Fig. 1B).

Survival Analysis

The patients were divided on the basis of the criteria of 30%
tumor size reduction, 50% SUV,,., reduction, and 60% TLG2.5
reduction, respectively, which were equivalent values in linear
regression equations. All of these reductions were significant for
better OS, and size and SUV,,, reduction were significant for
better PFS at individual analysis using the log-rank test (30% size
reduction: mOS, 19.2 vs. 11.7, P = 0.013 and mPFS, 9.5 vs. 4.9,
P = 0.028; 50% SUV .« reduction: mOS, 20.0 vs. 10.6, P = 0.003
and mPFS, 9.3 vs. 5.8, P = 0.023; 60% TLG2.5 reduction: mOS,
19.2 vs. 9.7, P = 0.042 and mPFS, 9.2 vs. 4.9, P = 0.216).

Survival analysis using both 30% tumor size reduction and 50%
SUV ax reduction was performed to examine the additive effect of
SUVax decline in addition to size. The number of patients who
achieved both 30% size and 50% SUV ., reduction, either size or
SUV,,,ax reduction, and neither size nor SUV ., reduction was 36

(48.6%), 15 (20.3%), and 23 (31.1%), respectively. There was a
significant difference in OS and PFS between the group with both
size and SUV,.« reduction and the group with either size or
SUV,ax reduction (mOS, not reached vs. 11.1 mo, P = 0.003;
mPFS, 9.8 vs. 6.1 mo, P = 0.038) (Figs. 2A and 2B). However,
there was no significant difference between the group with either
size or SUV . reduction and the group with neither size nor
SUV ax reduction (mOS, 11.1 vs. 10.6 mo, P = 0.994; mPFS,
6.1 vs. 4.9 mo, P = 0.562).

Similarly, we performed survival analysis using the criteria of
30% tumor size reduction and 60% TLG2.5 reduction. The
number of patients who achieved both size and TLG2.5 reduction,
either size or TLG2.5 reduction, and neither size nor TLG2.5
reduction was 43 (60.6%), 8 (11.3%), and 20 (28.2%), respec-
tively (initial mean TLG2.5 of 3 patients [l patient with
adenocarcinoma, and 2 patients with poorly cohesive carcinomas]
was not calculable because the SUV,,,, values were lower than
2.5). The results of TLG2.5 showed a tendency similar to those of
SUVax, but the statistical power of TLG2.5 was lower than that
of SUV..x because of the small number of patients in the group
with either size or TLG2.5 reduction
(mOS: 19.2, 10.6, and 9.8 mo; mPFS:
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size and TLG2.5 reduction, either size or
TLG2.5 reduction, and neither size nor
TLG2.5 reduction, respectively). Neverthe-
less, there was a significant difference in
OS between the groups with both size
and TLG2.5 reduction and with either size
or TLG2.5 reduction (P = 0.021) (Figs. 2C
and 2D). Additional analyses with only the
target lesions, which were defined accord-
ing to the RECIST (version 1.1) (7),
showed an even more prominent effect of
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size and SUV ,,,,/TLG2.5 reduction than of
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and PFS (Supplemental Fig. 1).
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FIGURE 1.

omitted from linear regression analysis.

902

Scatterplots between change in size and SUV .« (A) or TLG2.5 (B) of each individual
lesion. Undetectable lesions on follow-up images (-100%) and extreme outliers (>200%) are

In multivariate Cox proportional analy-
ses with the variables age, histologic type,
HER2 status, and previous gastrectomy,

THE JOURNAL OF NUCLEAR MEDICINE * Vol. 58 ¢ No. 6 ¢ June 2017



result. However, the correlation of SUV,,,«
with size in each lesion is an interesting
result, and it implies that tumor metabolism
increases as each tumor lesion increases in
size. The exception was poorly cohesive
carcinoma. A few other studies have been
conducted in the same context of this result.
A study on gastric cancer demonstrated the
relationship between T stage and SUV,.«
(15), and another study showed the correla-
tion between the maximal diameter of pri-
mary lesion and SUV ... In the latter study,
; : messenger RNA level of hypoxia-inducible

I Size AND SUVmax reduction
------ 2 Size OR SUVmax reduction
3 Size NOR SUVmax reduction
1~ P=0038

[~ P=0024

)~ P=0562

Progression-free survival (mo)

i % @ factor 1 a was also correlated with SUV ,.«;
therefore, they suggested the mechanism that
growth-related hypoxia induces anaerobic
glycolysis and increases glucose metabolism
(16).

A previous study, which analyzed primary
lesions of AGC, found that the SUV ., of
HER2-positive tumors was higher than that
of HER2-negative tumors (/7). In our study,
although there was no significant difference
in baseline SUV ,,,, between HER2-positive
and HER2-negative tumors in the analysis
including whole lesions, HER2-positive le-
sions showed higher baseline SUV,,,, than
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did HER2-negative lesions in the analysis
including lesions larger than 20 mm. This

FIGURE 2. Kaplan-Meier curves for OS or PFS based on criteria of 30% tumor size reduction
and 50% reduction of SUVax (A and B) or 60% reduction of TLG2.5 (C and D). Cutoff values

were determined using linear regression equations.

both 30% size and 50% SUV,,,x reduction were the significant
factors for better OS and PFS (hazard ratio for OS = 441, P <
0.001; hazard ratio for PES = 2.58, P = 0.002). Both 30% size
and 60% TLG2.5 reduction were also the significant factors in mul-
tivariate analyses (hazard ratio for OS = 3.87, P = 0.001; hazard
ratio for PES = 2.19, P = 0.015) (Supplemental Tables 2 and 3).

DISCUSSION

This study was conducted to identify the relationship between
changes in tumor metabolism measured by PET and changes in
tumor size measured by CT, and to assess its impacts on survival in
patients undergoing chemotherapy for AGC. Instead of measuring
only the target lesions defined according to the RECIST, all
reproducibly measurable lesions larger than 1 cm were included
in this study for exact analyses using a large number of lesions. We
also applied the analysis according to the RECIST and found similar
results. Generally, the primary gastric lesion is not a suitable
candidate for measuring the exact tumor size repeatedly because of
its irregular conformation. For that reason, most primary lesions
were not included in our analyses.

There was a significant correlation between baseline tumor size
and SUV ,,,x or TLG2.5 in each of the lesions at the pretreatment
evaluation. TLG2.5 is calculated by multiplying the SUV e, and
metabolic tumor volume, and the metabolic tumor volume is,
conceptually, similar with tumor size. Therefore, the strong cor-
relation between tumor size and TLG2.5 is a somewhat natural

CHANGES IN TUMOR SIZE AND METABOLISM  ®

is because of the tendency of SUV .« to rise
more steeply according to tumor size in
HER2-positive tumors than in HER2-
negative tumors (regression coefficient of
SUVux change per 1 mm size change:
0.22 in HER2-positive tumors, 0.08 in HER2-negative tumors, P <
0.001). Poorly cohesive carcinomas showed lower baseline SUV
than did adenocarcinomas irrespective of tumor size in our study. Sev-
eral previous studies have shown results corresponding well with our
results, and all of these studies analyzed primary gastric lesions (9,/8—
20). Our findings provide evidence for the difference in SUV ., be-
tween two histologic types in all evaluable lesions.

Previous studies have reported that early metabolic response
is related to better prognosis in gastric cancer (2/-24). Ott et al.
showed that early metabolic response of neoadjuvant chemotherapy
within 2 wk is linked to a histopathologic response and favorable
prognosis in locally advanced gastric cancer (22). Di Fabio et al.
also demonstrated that SUV ,,,, reduction within 6 wk after chemo-
therapy was associated with better survival in patients with meta-
static gastric cancer (23). Lorenzen et al. showed the correlation
between early metabolic response and subsequent size response
after palliative chemotherapy in a small number of gastric and
esophageal cancer patients (24). However, there was no previous
study that evaluated the additive impact of PET and CT on survival
with accurate comparison of them at the same time (25).

In this study, SUV,,.x change to chemotherapy has a definite
linear correlation with size change. According to our data, clinicians
can expect an approximately 50% SUV,.. reduction when the
lesions showed a 30% size reduction. This result would be helpful
for clinicians when making a decision based on discrepant results of
PET and CT after chemotherapy. Better OS and PFS were observed
in the patients with a reduction in both size and SUV ,,, than in
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patients with a reduction in either size or SUV,,,. Although
TLG2.5 also showed results similar to SUV,,,.x, SUV ..« seems to
be the more useful parameter because of its stronger linearity with
size change and lesser variation. These data suggest that response
assessment via a combination of CT and '8F-FDG PET may provide
enhanced prediction of prognosis after chemotherapy in AGC.

A limitation of our study is the small sample size. However,
this limitation was partly compensated for through the analyses
including all evaluable lesions of metastatic gastric cancer. Addi-
tional studies with larger sample sizes are needed to validate these
results and enable their application in clinical practice.

CONCLUSION

The reduction in tumor size after chemotherapy has a linear
correlation with the reduction in tumor metabolism, and a 30% size
reduction corresponds well with a 50% SUV ., reduction in gastric
cancer. Considering both changes together could help predict a more
accurate prognosis for patients undergoing chemotherapy for AGC.
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