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[ ZE] 8@ BRI ZH AP rituximab )BT CHOP ALITIAYT B 41 AR 2 27 & EU8( non-Hodgkin” s lymphoma , NHL )
BRI BRI 2 B L3 45 I 2 11 calreticulin, CRT )FEIA AR . & ok « e B 8 K 22 B € 52 2008 4E 7 A 2011 4F 2 A WA
48 134 B 400 NHL, 43 b F 2 H B4 CHOP 1by72H( R-CHOP #H,25 5] )A1 CHOP 4( 23 ] )B4 ,6 N7 e e wi el
BE I RIFR A BRI, DL AN LA CD20* B 403 i CRT fY32i5. £ & :R-CHOP 4 B 41/l NHL $BH 52 2B MR N
80.0% , B A KRN 92. 0% ; CHOP L 5E & MH RN 56. 5% , BA RN 69. 6% ; R-CHOP 4 H 5E B MR R BAMES
T CHOP 4( P <0.05 ). P IEA B AHLL, R-CHOP BEGIRYT A HE N NHL #1075 AR R M . R-CHOP 4 B3R
SYJEAMNE ML CD20* B 4HAEBE TR CRT A9 150 2 55 T CHOP 41[ ( 255.00 £5.57 ) vs ( 216.00 £3.61 ),P <0.05 |, 4 # : F
R PATECS CHOP ALY 7IAYT B 4 NHL %% M CHOP by Rty , nl BE 5 BGATF B8 CRT FihA 4.
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Up-regulation of calreticulin expression improves the efficacy of rituximab
combined CHOP treatment for B-cell non-Hodgkin’ s lymphoma

CEN Hai-yan' ,SHI Wen-yu”,XU Meng-qi’( 1. Department of Hematology, Branch of Affiliated Hosptial of Nantong Uni-
versity, Nantong 226001, Jiangsu, China; 2. Department of Hematology, Affiliated Hospital of Nantong University, Nan-
tong226001, Jiangsu, China )

[ Abstract ] Objective:To evaluate the clinical efficacy of rituximab ( R ) combined CHOP (  R-CHOP ) treatment on B-
cell non-Hodgkins lymphoma ( NHL ) and its influence on the expression of calreticulin ( CRT ). Methods: Totally 48 pa-
tients ( From Jul. 2008 to Feb. 2011 in Affiliated Hospital of Nantong University ) with previously untreated B-cell lym-
phoma were divided into R-CHOP group ( 25 cases ) and CHOP group ( 23 cases ). R-CHOP group was treated with R-
CHOP chemotherapy and CHOP group was treated with CHOP chemotherapy. After 6 treatment courses, the clinical effi-
cacy, adverse effect and the expression of CRT on CD20 * B cells were compared between these two groups. Results: The
complete remission rate was 80.0% and the total effective rate was 92.0% in the R-CHOP group. The complete remission
rate was 56.5% and the total effective rate was 69. 6% in the CHOP group. There was a significant difference in the com-
plete remission rate and the total effective rate between the two groups ( P <0.05 ). There was no significant difference in
adverse events between the two groups ( P >0. 05 ). The expression of CRT on CD20 * B cells in the R-CHOP group was
higher than the CHOP group ( [255.00 +5.57 Jws [ 216.00 +3.61 ], P <0.05 ). Conclusion: Rituximab can improve
the clinical effciency of CHOP in the treatment of B-cell NHL, which may be related with the expression of CRT induced
by combined treatment.
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JEF B kEL40 i, Horb 90% L) o4 B 40t NHL.
HAT NHL 93697 7 22 LA CHOP 7 & E 0 H L
HIATEIRT BRI iR AR 50% . R %
Hi( rituximab )42 A YR AL CD20 B sCREH A, FI 25
BT EA2N T I PRIG YT 1 R Ik O 90 AR A5 U 3
FAJECA CHOP fLYT 8 75 HUS B8 40 (A 30 R i ok
+4r . 45 M H( calreticulin, CRT )2 7E T
J P BG4 G B T, AR R I RO LR L RS
B8 SRR A LR T, 51 & P g G B N O I F
FE R, AT 25 M AR 2 W REA S CRT
RS b 2 B 1 e AT R P b, 75 o S P A g
T 4 cytotoxic T lymphoceyte , CTL )=z , 433 =5 7K
- INF-y, 540 g A i . AR BF 98 W 5% 1) 22 BT
B4 CHOP 497 B 4H it NHL Ay 7%, & H 5 CRT
TR TR R o

1 #REFE

1.1 —AFH

YEHL 2008 4F 7 F 2 2011 4F 2 H i@ KM R
BERedt 48 9] B 4t NHL % . RIE SR E AR
J7 IS5 MWL R 22 H BT CHOP (i
R-CHOP # ) & ¥l CHOP #H( fj#% CHOP 4 ). R-
CHOP 4183 25 1], Forb 55 15 9] . % 10 ], P34 4F
#4(51.3 +7.1 )%, CHOP 41 &% 23 i, B 14 fi,
29 ], AR (52.1 £6.7 )% . BFEAITRTH
BB UAEFEFR , L H R B D BE IR &, 15 BLIE
H, KPS >70 47, Wit AEAE M >6 N H . BETEIRIT
HHI28 B VNG R B A5 BT 7 R R B S i it .
1.2 &R F*

CHOP 41 HLARIG 7 L 58 1 R IRBE I 750
mg/m* , MELZE LB 40 ~ 50 mg/m?, &5 1 KK Hi
1.4 mg/m* 25 1 ~5 KiEJEM 60 mg/m’ ;453 J& K 1
AR, AL 6 N, R-CHOP 2 NHL 5 3% Y4557
6 M JEIAR A Z H B S CHOP fby7 %, BAk
TBIF T R BT 375 mg/m® T AR BRER K TP A
BEE 1 mg/ml, F KA R, B UCH VR T 4R Dl 50
mg/h, B K AT 35 400 mg/h, B EALIFET 1 d B
) 228 AR R FHHT 30 min FBKTE 5 b ZE KA dexa-
methasone , DXM )5 mg. L 7 4 JE AF AR 25 mg,
CHOP 1ky775 %[ CHOP 20,6 N JE WS TN T72L
1.3 Akl iiz g

208 NHL [ PRy7 3 Wibs o > 24T PP 4 . 58
2% ( complete remission, CR ): JC A fish A2 f) 4k B2
g5, SO A5 R R A AT 2RI B, CT 4 0T L i
WELS HAE <1 om, BHEIESF o4 214K A EF

2/0FE 28 d; 585 i ( partial remission, PR ): 4>
ST ) o kA B AR 46 /N 50% LA b 2 E ( stable
disease, SD ) kLAY HG KA 1 25% LA 545 /A
AT 50% ; PERE( progression disease, PD ) : 4= B A] ]
kARSI R 25% L) b s BUBT RO AL . 259
ARSI WHO 23 EARESr 9 0 ~ IVEE, =k IV
Vi Ry
1.4 AX AR CD20" B # &4 ek @ CRT
EE S

1697 5 U = 4 ARG I AR SR I CD20* B
AR CRT BRIk, BAMAERIKIM 1 ml, TAZE
JEARiC CD20 HgT( b ik LA MR A IR W) 7
i A1 CRT 41 Miltenyibiotec 23 A 7= i ), % 1%
7 30 min, PBS Pk 40, 3 =0 240 i AR KL, System
I AEEAT 20 M o 20 A if SE %) CD20 * B i ik ],
SRJG AT AR R4 CD20 " 4R TR CRT Ak .
1.5 “%itxan

S x x5 R, 18 H] SPSSI5. 0 eItk
7, A LI LR ¢ K25, P < 0. 05 51 P <
0.01 FnZERBEAGI AR

2 &% R

2.1 AFFFFIEA CHOP 7577 B et NHL #9
7 %%

B 41fifa ik NHL & 2 A ZiR)T 6 M7 e
JE AT RO . R-CHOP 4H( 25 i ) 58 4 28 i %
H80. 0% , ¥ 7> M RN 12. 0% , SA R H
92.0% ;kasE 1 ], #EfE 1 i ; CHOP 4H( 23 f4i] )56 4>
GfHARN 56.5% TR EMFEN 13. 1% , AR
7 69. 6% ;FaE S Bl HERE 2 ], MALRE TS
i3 80.0% wvs 56.5% ,P <0.05 ) LA K A 5
LSRG X(92.0% vs 69.6% ,P <0.05),
HEWARFE R EZMRLERTRITEZEL(P >
0.05). Kk, FIZEHHPLEE CHOP JAYT il #2555 B
YAEPE NHL 19 58 4 28 ff R LS A 30%
2.2 AFFFFIEA CHOP 7577 B et NHL #9
R RER

R-CHOP #41 B 40fitk NHL B a)r ek 2
FERIRS BIC 5 R B 129 ), R 9E JERR &
1 BI(4% ), i FEE T HIC4% ), KR 2
(8% ), VA - O 3446 1 Uk i v R 2 BRI 7 A
5 U A S BT 2B O R A R
KRB T EEEaEamd 2 #108% ), I . IV EE
HREIH] 2 B1( 8% ), A4 AL IF /D H A AN At 4 75
$134 K - ( granulocyte colony-stimulating factor, G-
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CSE)WRIT e, 1 ~ I B Kok 3 4
(12% ), Tl ~ IV Bt o 1 4] 8 BE 4 il 39
[E) B P SRR 1 B st L SR A
1792, CHOP 41 1,11 FE-5fEHm i 2 4 8. 7% ),
I IV B B 2 (8. 7% ), i 40 fo s /0 & G-
CSFIRyT R e, 1 ~ T BE O MKk 2
(8.7% ), Bl ~ IVEEOK, B2, HILEEIE
7B G IR ERTT S AN RO
2.3 Al &FFHIE4A CHOP 287455 £ CD20* B
4 o & & CRT #9 &k

T AR AR I 25 (& 1) SR, R-CHOP 41

BEANE I CD20* B 40 i % CRT By 5N
(255.00 +5.57 ), Hor 58 2 22 fif 20 1y (1 266. 00 +
6.32 ), TSR AR J( 247,00 £2.51 ), FaEH N
205. 78, BEE4L N 192. 61 ; CHOP 4 B #4975, 4h
JAIfiL AR CD20* B 4R T CRT A5 R( 216. 00 +
3.61 ), H 58 g2 fi 2 R( 228.00 £5.23 ), #512%
fi 20 J3(209.00 + 2. 16 ), Fa5F 41 M ( 193. 00 +
4.12 ), BFJ@2H M( 189.00 +3.47 ), NI, R-CHOP
20 NHL #1477 )5 CD20 * B 4 1 CRT 4 3k
WEFHE( P <0.05 ), Ho DL 58 4> 5% fif 20 fe hy W ik
(P<0.05),
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Fig. 1 CRT expression on peripheral CD20* B cells of NHL patients after different therapy strategies
A: Control; B: R-CHOP; C: CHOP

3 4F i

CHOP J7 & J&iRY7 B 4 it NHL i Hifbyr
5%, Haayr iy Iy 20k 50% ~63% B4R 5 52
KMIRZG ) i 2R 45 AR =AMk O &
3 AR TR AEAE RN 3 AF BAE AR R HIF AL T A%
Sift CHOP J5 5. Bk, N AL Gtk yr 259 ik — 2
PE G LR T A A AT BR o R S e TR T A
IR IA YT R T MR AR, Ao BB AR R R
G54 AU T R e TR AR S 2 A0 e R 4 B R
HUERIAS IR F-4by7 24, T BE 7 A i Jed 40 ffa o A7 (e 4t
Ve, FIZE BT RE N B 408 CD20 B 1 —Fp AL
S A R SRR, ARG RES B 41w
CD20 4545, i B 44, S B 40T,
Fgs 7 I, A2 BB 26T NHL /YA RCR
K 43% , FGIRTT R R SMEIR I CD20 T 1R 281 NHL
(B RCRTE 30% ZiAi o 3L AR bt 5 % FLALYT |
KA AT B A N BUS T B, A
WFFE OGS L B R 1 B 40 NHL SR A2 B

ARSI AT 64% 90 B3k B 58 2 . T DAAS
WF5E 2180 R 2 5 BRI A CHOP k37 7 %8, LA
W i BB R T AR IR L AT BE A BLA -

ABEFEH 48 FIRIIA B 41 NHL B RIEEY7
T AR 5 BRI 2 5 AT & CHOP 41 F1 CHOP 33
Jrdl. BG4 NHL B # E 2% M5 K 80. 0% , &
HECEN 92.0% , B AL T CHOP 411 56. 5% #i
69.6% . ULk, R Z 5 BTG CHOP 4b)7 5 B ]
CHOP fLI7HH LL , RIS 8655 1 , (o AR5 T
AEPE . 2 BB AS RO A Al b g 2548
[vi) 22 A 7 - IS+ B0 A DG R B, RS 1 A
7 AR B A2 BT e i B, RO R WA
Y RTHEA TG M A B L2 MR b, 28R AT L
i 52 , X 5 SChkRaE A —2 ", {H HBsAg " B9
A g

CRT 7€ T FL 30 W A 9 1 PN 5 I s v, LA
PET GHARLYR T N ARAE SN A 2 B AR BRI B
FREIIIRE . BFFE ™ B, 400 S A PR T R
Il CRT 73 F¥45 2 R RUE , BUA IR T 40 L ) e
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7155 ( eat-me signal ), # 77 Wk 4t Jfd 2 11 14 4H N 32
RIS JE Shms TR T AR R . Bdefh
J7 25 T R T e 20 S MR e R AN 4R
AT, 40 CRT A PER R NKG2D Bi ik, DA
Keifs S 08 T 40 M RS 9 TR A fE B R 5o Tesniere
LIS TR TP IS 24 ) A4 T (kR 440 Ay 5 Y
H1Y CRT iz 2 40 M AP, 38458 DC XTIl Je 4 A Y
TRURRIGT e A D40 4 T A 522, Pl S & AL
AR B S P T R S 8 IR 2517 Obeid %51
WESE, CRT 78 G0 J5 M I T B R o ) 30 7 440 i s
b Basu %0 & B, MR T 4ifL ) CRT B
MU BLed Gy o 2, FLnT BE AL 2 CRT 201
S5 IR AR 22 JIK, CRT 78 &1 B 21 40 At 5 0 3o 72
o [R5 22 5 G 1 ek e e D A 380 4 A R | I
38 SR BT B S 40 B, AT 35 2 LA P e o e e
O o B ARSE 2 8 & B, CRT AT A8 30 8 i 924 114
LA A ol She 448 3 e £ 2R AR e DB, S A AR

AW R Z UG CHOP 7 RIR9T )G,
B CD20 " B i itk 9 3R 1 CRT Rk Lid, Horp
PISE LR AR R G fe o . CRT Wl BB AR 1 5 2% 4
FRLER TR A I, pl S 38 LR 7™ A B I Jeg B S 3%
N {H CRT S 4 fe i & 2B i i DI ML i A
FrifE— 2L HRT
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