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Differences of Response Rates according
to Metastatic Sites after Oxaliplatin, 5-
Fluorouracil, and Leucovorin Combination
Chemotherapy (FOLFOX 3) in Advanced
Colorectal Cancer

Seung Hyun Lee, M.D., Byung Kwon Ahn, M.D., Sung
Uhn Baek, M.D.

Department of Surgery, Kosin University College of Medicine,
Busan, Korea

Purpose: Oxaliplatin is a recently developed active agent
in colorectal cancer. Clinical observations have demonstra—
ted synergistic effects of oxaliplatin with 5—fluorouracil (5—
FU) and leucovorin (LV), even in 5—FU—resistant colorectal
cancer. The purpose of this study was to determine re—
sponse rates according to clinical factors after oxaliplatin,
5—FU and LV combination chemotherapy (FOLFOX 3) in
metastatic colorectal cancer. Methods: We reviewed 44
patients who had received FOLFOX 3 from Jan. 2000 to
Dec. 2002. The combination chemotherapy consisted of
oxaliplatin (85 mg/mz on day 1) as a 2~6 hour 1nfu51on
followed by continuous infusion of 5—FU (1500 mg/m” on
day 1, 2), concurrently with LV (45 mg on day 1, 2) as
a2 hour infusion. Cycles were repeated by 2—week inter —
vals. We compared the response rates according to clinical
factors such as primary sites, cycle, tumor differentiation,
metastatic sites, serum CEA, and previous chemotherapy.
Results: Of the 44 patients who had received the combina—
tion chemotherapy with oxaliplatin, 5—FU, and LV, 19 cases
were male, 25 cases were female. The median age was
50.7 years. The primary tumor sites were colon in 21 cases
(47.7%), and rectum in 23 cases (52.3%). The metastatic
sites were liver in 27 cases (61.4%), lung in 9 (20.5%),
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pelvis in 3, lymph node in 5, and peritoneum in 1. Thirty—
five patients had received the combination chemotherapy
as first line. Complete response was observed in 3 cases
(6.8%). Partial response was in 7 cases (15.9%), stable dis—
ease status in 15 cases (34.1%), progressive disease status
in 19 cases (43.2%), respectively. There were a no signi—
ficant differences in response rates according to primary
sites, tumor differentiation, serum CEA, and previous
chemotherapy. However, with the metastatic sites, there
were significant differences in response rates. Response
rates were higher in lung (5/9), lymph node (3/4) meta—
stases than any other metastatic sites (P<0.01). Conclu—
sions: The objective response rate of FOLFOX 3 was
22.7% in metastatic colorectal cancers. The only significant
clinical factor was metastatic sites. The lung and lymph
node metastases showed better response than metastatses
to liver, pelvis, and peritoneum. To evaluate the differences
of response rates according to metastatic sites, we need
further study. J Korean Soc Coloproctol 2005;21:42—47
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5 4 500 mlof] &3tsle] 2~6A17F 3 A5 A
F3I LV 45 mgS R, Bl 5% T2
200 mlol] E&slo] 247+ ol o2 Az Z AHds] A
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20009 1¥5E 20024 1297}A] FOLFOX 3% X &
< ARG A T AF WA F 44990t o]
FAE 19991(43.2%), oA 2590(56.8%) R 3L, A
E 3647 74 E H L 507419k 13 AaE
21(47.7%), B Ao] 234(52.3%).2., Z o]
ABE 7F 279(61.4%)E 7F wekar, =) 94(20.5%),
=4k 3 041, HZA 4o, Eut 1ot ZF A 93t
th2 ®1ZA Aol T 2¢lollA FAlslgl o,
ﬂi—‘:'r-‘éﬂl A= 4474 2 85 CEA 55
] R . =ZHE Ao] el B T4
cl. gebstet ey o A& 3le 3371
49, 4~63] 224, 635 =gt 7397} 141 A HH T
5.9657], & 15557]). FOLFOX 32| #-& A g9
CEA 2|7} 10 ng/ml "]"Fe] R 7397} 84|, 10~ 100
ng/mlF Y 757} 18], 100 ng/mlE Z3batIwl 75
7} 15| 2 thE-E CEA7} 10 ng/ml o] 4o & Z7}5] o]
Ak A gl Ho| Wae] Znk & 1) gkt e
Ho 2 o YAIE HA AE3t Aot F 9dE,
Mayo regimens AH-2-3F 7397} 24|, irinotecan (CPT-11),
5-FU, LV H83F 7397} 44|, capecitabines AH-8-3F
7497} 3619021, FOLFOX 3% 14} X 82 A83 7
71 3542 it XA s ch(Table 1).
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Table 1. Comparison of response of oxaliplatin, 5-fluorou-
racil, and leucovorin chemotherapy according to clinical
factors in advanced colorectal cancer

Response Non- ORR
Factor group response (%)* P value
group
crR" PR" sp' PD'
Primary tumor P=0.578
Colon 1 3 8 9 190
Rectum 2 4 7 10 26.1
Differentiation P=0.18
Well 1 0o 4 8 7.7
Moderate 0 4 3 6 308
Poor 1 0O 0 0 100
Mucinous 0 0 2 0 0
Data unavailable 1 3 6 5
Site of metastasis P=0.002
Liver 0 2 11 14 7.4
Lung 2 3 1 3 556
Pelvis 0 0 2 1 0
Lymph node 1 2 0 1 750
Peritoneum 0 0 1 0 0
CEA (ng/ml) P=0.156
<10 1 2 1 4 375
10~100 2 4 6 6 333
>100 0 1 6 8 6.6
Data unavailable 0 2 1
Oxaliplatin chemotherapy P=0.545
1st line 3 6 13 13 257
2nd line 0 1 2 6 11.1

*ORR = objective response rate (complete response and par-
"CR = complete response; *PR = partial re-
stable disease; 'PD = progressive disease.

tial response),
sponse 'SD =

wh, Eut Kool vlsl] =] Ao|(5/9), ”ZA Fol@/4)ell
A Bbg-Eo] foletAl ErhP<0.01) (Table 1).

Oxaliplatin ©h2 Wi 582" ik 4=
AAlste] F 913 ot &S Vbl WP Az
vl

S A Zoll A= cisplatin &7 22 thE g 53l
WA S Kol folls 3¢ 235 vehll= Zle s

Table 2. Response of oxaliplatin, 5-fluorouracil, and leuco-
vorin chemotherapy in advanced colorectal cancer

No. of patients (%) (n=44)

Complete response 3 (6.8%)
Partial response 7 (15.9%)
Stable disease 15 (34.1%)
Progressive disease 19 (43.2%)
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