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Therapeutic effect of tegafur, gimeracil and oteracil capsule combined with celecoxib on patients with
advanced gastric cancer
KOU Wei-zheng, YANG Liu-zhong, CHU Xiu-feng, LI Xiao-rui, MIAO Zhan-hui, LU Ping
( Department of Oncology ,the First Affiliated Hospital of Xinxiang Medical University , Wethui 453100, Henan Province , China )
Abstract: Objective To evaluate the therapeutic effect,adverse reaction,the influence on vascular endothelial growth
factor ( VEGF) and immune function of tegafur, gimeracil and oteracil (S1) capsule combined with celecoxib in the treatment on
patients with advanced gastric cancer. Methods A total of 93 patients with advanced gastric cancer were randomly divided in-
to two groups,48 cases in observation group were given Sl capsule combined with celecoxib,and 45 patients in control group
were given single S1 capsule. The therapeutic effect,adverse reaction,the VEGF level and immune function of the two groups
were compared. Results The response rate of the observation group and the control group was 29.2% and 26. 7% , respec-
tively,and the difference was not statistically significant (P >0.05). The disease control rate in observation group(81.3% )
was significantly higher than that in control group(68.9% ) (P <0.05). Clinical benefit rate in observation group(83.3% )
was statistically higher than that in control group(55.6% ) (P <0.05). The major common adverse reactions were myelosup-
pression , nausea and vomiting, diarrhea , fatigue , pigmentation , skin rash. These adverse reactions were mostly ranked as [ - I
level of adverse reaction, and there was no significant difference of the adverse reaction rate between the two groups (P >
0.05). The VEGF level of study group after treatment was significantly reduced( P <0.05) ,and the VEGF level of study group
was significantly lower than that of control group after treatment( P <0.05).CD3 " ,CD4" ,CD4*/CD8 " levels were signifi-
cantly increased after treatment in the two groups (P <0.05) , which were significantly higher in the observation group com-
pared with those in control group( P <0.05). Conclusion Sl capsule combined with celecoxib treatment on patients with ad-
vanced gastric cancer is safe and effective,which can both improve immune function and retain favorable tolerance.
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1 #REFE

L1 —M3e EFE 2 BB s — M BE B
JERE2011 422 J 22 2013 4 2 HIGa i Ml S 1T
2R d7 B 93 9, 55 5T 141], 2 36 19l 4% 32 ~ 77
2 WA 57.3 2 BB i 78 1, R
9 9 ], ENHCAR wdes 6 il ; it PR 2340 1400 49 51, IV 18
44 i, DAABESEE 9N 1 ~93 5 R FEHLE 7%
Do B R AL R B A AR 48 i, B
29 5, Ze 19 o, A B R BT AR T A
Karnofsky ) g Ik 7% ( Karnofsky performance status,
KPS) JE43 F A 5053 1 4 57.6 % 168 ¢m 63.9 kg,
1.71 m® F1 80 Jij9i 40 {51, ZhIR M 5 191, ER i 4
98 3 Bl I R 23 0 LA 25 4], IV A 23 i, X BRZH 45
1], 55 28 1], £ 17 ], AF % B fa BT AR R T
BLKPS P4 1 2 8050 5l 9 57. 7 %170 em,
65.7 kg.1.70 m* 1 80 fi9i 38 ], Fhik My 4 1,
TR 3 )5 I PR 23150 T4 24 491, IV 31 21 441,
2 HABETEMEN AR B AT AR AR KPS
PEOT B AL G R 3 B 45 0 TH P 22 e e i
FEX(P>0.05), BAA ok, AdbniE: (1)4H
ZUEMRIS I B 0T e, IR R 52 Ak 2Ry (FE
BRI RITE) , HET MR e R R, Bk ia
JPHA 23 4 H 5 (2) KPS #F43 =705 (3) Fil it
FE >3 A5 (4)3RYT RITRL A I3 AL S ZhEE .0
M EISEEEA IR/, O AT L AIE & L LI CT
M CT 554545 (5) REIF M EA.O VB BEIK
g e LS 5530 5 (6) H BEZ AS e R Y 5% 91 4%
FRERE B HEBRARUE: (1) BB A R
Jel (S 15 B G RE AT 5% BT B 1 L o3 2% ) 4% B
FZIAREA LG 5 (2) AJBARLL S i K5, A
R (3) 167 1L A i I 1 A B A A B
SO A IR S ANIE ARSI (4) R
5 T S RAEA IR T 0 (B0 5% o HAR YT %Sk
AT ARIE 2 A5 (5) LD B FE 2 K RE
28 B P DX 3 56 D PR AN R A 2R T 24 B 58 IR
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1.2 Hik
1.2.1 §BI7AE UWRABRELTHEFRKE

(7L 75 18 H B2 25 e iy A R 2 A, [ 25 ofiE 7

H20100135 ) 5k 45 2 A A1 J5e 5% (% i 1) 25 4 FR 2
], [ 2 k7 120080058 , 120120062 ) J477 , 75 A
AR AR RO AR <1.25 m® 3, IR
40 mg, B H 2 Y ARFHRIFL 1.25 ~1.50 m* 3%, AKX
50 mg, B H 2 G R E T A > 1.50 m* &, &K
60 mg, B H 2 I, BN B OAEE OIR, L4 24
28 d, KRG 14 d S 1 AAYT R FER A IR )]
ORI 100 mg, B H 2 3K, HIR, L2075 1R
THIG R A fe IR, 2 /DB o IR AT 2 SR T7 A
9t B TR R 6T, RS R0
SEUL,2 HBRE R B  Jr 26 W) . 1RYY 2 )
WE A BB S M e B CT, ik &
MR RS IR B WA ROV %7 5 RI697 4k
FIRIT 2 DR (ZERE AR O ) L - TR
7 )5 A R FRA I .

1.2.2 ®4EsR BB RS IE K I, 2.0 5 M
BT 8 b R T A PR RS A A 7 i N
1 W Bz A= K 7 (vascular endothelial growth fac-
tor, VEGF ) 6: 3355 &, SR BT AR e 0 g K f 952
WA B A T A8 5 3 T I IS LV 4 i A VEGE /K
S, 3 I 2 40 4% [ SE1000/SE1200 Stratedigm,
- B A2 1 (b5t ) S 3 HORAT PR B TR DA o7 Hip
Ja Iy H CD3 " [CD4 ™ [CD8 " JK~F-LA T fifg f 5 L) g
Ak,

1.2.3 IRk EsmARE (1) 80 25 M b =
50% ; (2) R LI =50% 5 (3) KPS $F43 =20
() IRBTEE I =7% AR KM . HA LU E 1 3
febrelcs , 152 4 UL L, HIG 1 s bRl s, 1
PEM I PR32 25 1

1.2.4  FFR0ff A6 SR T SO bR 1 (re-
sponse evaluation criteria in solid tumors, RECIST) i}t
TP REMY - (1) 58 222 fi# ( complete response, CR)
B A Hbmdm kAR H AR AL 09 5% 5 (2) #8322 fift
(‘partial response, PR) : & m A KRS % /D =
30% ; (3) Ehifa i€ (stable disease,SD) : Fh2k i k<
R g/ MEAR TR PR A BB R L PD; (4)
PR HE & (progression disease , PD) : FLZR Ik K A2 B
G AN =20% B I kL. % W22 i 3 (objec-
tive response rate, ORR) = (CR + PR)/(CR + PR +
SD +PD) x 100% ;455 38 ( disease control rate,
DCR) =(PR+CR +SD)/(CR +PR +SD +PD) x
100% . FEMESNF% NCT R SR AT iR o
1.3 Zeit=4abs® )i ] SPSS 17. 0 B bl 17581t
O3AT TR TR AR  ARiERE (v £5) R, R 1
BT 2253 THECRORR FH X K56 AR S 50K
By, P <0.05 hZERAGIFE L,
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2.1 SEHEAFFEL 93 Wl E B A5E M 2 AR A
SIRYT LA 48 B, T CR B E PR B
14 51 (29.2% ) ,SD 3% 25 #1(52.1% ) ,PD 9
%i(18.7% ) ,ORR 4 22.9% ,DCR 2 81.3% . %t H&
2H 45 s, J CR B3, PR RS 12 461)(26. 7% )
SD & 19 ] (42.2% ) ,PD f & 14 4] (31.1%),
ORR 26.7% ,DCR } 68.9% , W54 % ORR 5
X REAE LA 22 R I i 2 # i (P >0.05)  WEE 40 i
% DCR B & XA (P <0.05)

®1 2HEBEFRENEERLE

2.2 IERFZImEM 2 HEBELEH2 DL
SERIT I PRI I IR 32 25, WA A 48 i 40 1737 25,
8 B AZ 4t , Wi R 32 4 58 4y 83. 3% 5 % HAZH 45 1] &8
G 25 32 4, 20 R 2 45, K 3Z g R A
55.6% o WEEH B I K 32 45 5 035 5 T R4
(P<0.01),

2.3 ARERM SPRWIEL 2HBERE AR
SRy B BEAD ] SE O 8T 2 ) B RTUE
LBz o 1 IR AN RSOV AR 2, 2 R
BAR R K AR 2 R G B (P >
0.05),

Tab.1 Comparison of adverse reaction rate between the two groups 51 ( % )
XJRZH (n =45) WAL (n =48)

AR I | I v I I ] v

SR 5(11.1) 4(8.9) 1(2.2) 0(0.0) 4(8.3) 5(10.4) 1(2.1) 0(0.0)
/N s> 1(2.2) 1(2.2) 0(0.0) 0(0.0) 2(4.2) 0(0.0) 0(0.0) 0(0.0)
IM£1 8 0 3(6.6) 1(2.2) 0(0.0) 0(0.0) 2(4.2) 2(4.2) 0(0.0) 0(0.0)
S I 2(4.4) 2(4.4) 0(0.0) 0(0.0) 3(6.3) 1(2.1) 0(0.0) 0(0.0)
s 2(4.4) 1(2.2) 1(2.2) 0(0.0) 2(4.2) 2(4.2) 0(0.0) 0(0.0)
=z 4(8.8) 1(2.2) 0(0.0) 0(0.0) 3(6.3) 1(2.1) 0(0.0) 0(0.0)
BEIE 3(6.6) 1(2.2) 0(0.0) 0(0.0) 2(4.2) 2(4.2) 0(0.0) 0(0.0)
22 3(6.6) 0(0.0) 0(0.0) 0(0.0) 2(4.2) 1(2.1) 0(0.0) 0(0.0)

2.4 24AHEEME VEGF KELLE ME4HRH
WBIT BT S5 MV VEGE JKF 43 50 O (271, 1 +
90.2)ng - L™ F1(214.6 +74.9)ng - L™ X} B4 &
FIRIT AT JT MW VEGE 7K 743 51 2 (269. 8 +
88.7)ng - L™ F1(255.1+79.5)ng - L™', XJRE4H
HBEIEYTRT G IS VEGF /K OF i 22 5 4 it
(P >0.05) ; WA B FHIRYT G M3 VEGF /K
FHORITHT R TRE(P <0.05) , 2 4B IB YT AT
Mi% VEGF /K P 22 K LGt = L (P >
R2 2EBELAFNEHREAMKILE

0.05) , WA A IRYT G LA VEGE /K- KT
XTHRAL (P <0.05)

2.5 2HBEREBIGENTNH R E2. 24
BEAEIEYT )G CD3 7 [ CD4 " /K- f CD4 7 /CD8 *
BIASBITHT W THE (P < 0.05) 5 yAY7 Ja WiEe
ZHHEE CD3™ CD4* JK3F Kz CD4*/CD8 * X455 i} iR
W ETE (P <0.05) 33975 CD8 ™ /K- 2 4[| Lk
BMESITGIFE X (P>0.05),

Tab.2 Comparison of lymphocytes phenotype between the two groups before and after treatment (¥ xs)
215 n CD3*/% CD4* /% CD8* /% CDh4*/CD8*
I BREH 45

A2 IBIT T 51.27 £12.61 31.64 £9.12 25.33 £8.49 1.08 +0.74

2 ERIT IS 63.05 +14.73* 40.42 £11.29° 25.42 +9.34 1.74 £1.12°
WEELH 48

AL 2F VBT R 52.38 +11.34 30.41 £8.22 24.19 £7.62 1.13 +0.87

2 AN EeET S 74.16 +17.42% 49.37 +12.51% 25.46 +9.28 2.53 +1.45%

T IR T LA P <0. 055 50 BRAL L P <0.05,
3 it TRBERIR ST I AR AR . BT H A it

A\
(4

80% [ 1 15 i L (8 FER 3 AT, BRI R

R B R ROL TR 2 (0, R LB 44.6% , POEAENIN 224 d,1 a A AE 5% 37%

BEMEHRZ O T B, BURRE. T8
T B A a7 AR LR B B, B LA 2358 9T
EREIRIT N EETBZ — HIES NIk, X T
B RSB T B Z AR UE R T 52, AT 4 i Ak

AT RN 32 hRiE D2 HGAARR) 1059 4] 1 = 1
1B B BRI T AL LT AR AL,
S a WAAFRRICE KAAFRI RN T1.7%
65.4% ,Bal F- AR 4N A 61. 1% (HR = 0. 67) il
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53.1% (HR=0.65)""" LI BRI TR & R
FEALSIRIT AT o B Y AH DG ST [RIRE B B
BIRYT MR B AT RO AT, AN RO & AR
AR, Sk A i COX-2 451, H i [ 4
FRIRA TR 2 S B R PRI 9 2R B, ZE ke A1 HA Tl
37 AN S 4 P R Y RS IE L R
FERAATA AN ] 15 i 20 ML 185 B A 0l A5 A B
PR UM T T ELRESS Ik 2R 7 250 88, R
TERIAL A0 7 3 fon e (AR ZE R A AT S
S 7 T P9 22 B T L R AIE 5, I R ATE 5 D0 6 A 41
B, ARHFORE R, N R B AT B IR TT
7E DCR G PR 32 25 % 34 W 2508 T 2 35 1, A
KR A 2R i 2 S st

Wu 25 URFE A TR, S K A ek R RS
S LI A5 B, O HLRE AN VEGF 1 s £F 4t 41 i
AR T BTR, FLURUN S % 5 5 DR AR
TEARSG 37 FEK B A ml 40 il e 9 A i A5 A A B
Ry FLAE T I g I DR 0 FH B ARE 1 BB Bl Le-
ung 25 VBIFS LR B, FEOK Al 5 BRI VEGF #Y
S 3 T A0+l P A L A8 ) A R, TR R AN HE B 0] LA
RS e dbaE . A 5T, AR A AR B IR I
VEGF 7K~V 25 I8 TR 7 1T, HOWEAR YT S T
VEGF /K- AL T X RRALIAYTY 5 . 5 Ll iroe 45
H—F,

AW LR BN, WAL 5 X B B 3 bR
J7)G CD3* .CD4 " /K- CD4*/CD8 * ¥4 fk 34
ST , 22 58 Geit2#8 S ARAIR YT Ja gk 4 8
% CD3* .CD4 " K K CD4*/CD8 * 4 % B 4 fg &
Thim, Z A G2 B S PR kB A ] LI 5 A
HRPETIRE

o5 LR, FER AR A R R G
TRYT M AR AR, FLE B DCR I R 57 #4555
T A EIGE , HAS B RN B, T 32 PR by, ik
JPRCA REiE— 2P B0 UE . IAR TR A 5 /D, LA B
[, B fp KEEA 2O B R T — 2860 o
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