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[ Abstract ] Objective: To investigate the expression of NF-kBCyclinD1 and p27 in non-small cell
lung cancer ( NSCLC) and the relationship between chemosensitivity and prognosis in patients with
NSCLC. Methods: The expression of NF-kB, CyclinD1 and p27 in 84 cases of NSCLC were detected
by immunohistochemical method and the positive expression rate of p27 was calculated. The correlation
between NF-kB, CyclinD1 and p27 expression levels was analyzed by Spearman method, and the
Short- and long-term outcomes of NF-kB, CyclinD1 and p27 expression levels in patients with NSCLC
were compared. Median OS and median PFS in NSCLC patients with different expression levels of NF-
kB, CyclinD1 and p27 were analyzed, and prognostic factors of NSCLC were analyzed by Cox regres-
sion. Results: The expression rate of NF-kB was 88.1% , the expression rate of CyclinD1 was 71.4%
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and the expression rate of p27 was 32.1% in NSCLC. The expression of NF-kB and CyclinD1 shown
positive correlation(r =0.256,P =0.019). The expression of CyclinD1 and p27 shown negative corre-
lation (r= —0.730,P =0.000). There was no correlation between NF-kB and p27(r= -0.212,P =
0.053). The short-term total effective rate of patients with high expression of NF-kB and CyclinD1 was
significantly lower than that of patients with low expression, and patients with high expression of p27
were significantly higher than those with low expression( P <0.01). The median OS and median PFS
in patients with high expression of NF-kB and CyclinD1 were significantly lower than those in patients
with low expression, and patients with high expression of p27 were significantly higher than those with
low expression( P <0.01). Expression of NF-kB, CyclinD1 and p27 were the prognostic factors of
NSCLC. Conclusion; Detection of the expression of NF-kB, CyclinD1 and p27 may be used as an in-
dex of chemosensitivity and prognosis in NSCLC patients.

[ Key words | cancer, non-small cell lung; nuclear factor-kB; cyclinD1; p27; antitumor combined

chemotherapy regimen; prognosis

Il 2 T 2 ) — b e LS R L /N
it fifliJeE ( non-small cell lung cancer, NSCLC ) 2 filli &%
W o DL — b, ALy 21697 NSCLC /Y 245
iz — BVF 22 S E AT ORI AN BAEL, i3 40 i
T} 245 2 5 B 7 2 W1 e SR BT, o] v iR Ak 97
TEF 24, SR AR IR YT 7 G2 i R ik f5 ik DA 11 1]
L ARG R, S R 4% R i 25 R T R
Ja ¥, e s A SR A RO M RIS T O 5L 2
R LAY o R SR kB (NF-kB) T 4
Jf 4 3 2 D1 ( CyelinD1 ) P~% 1 p27° " 2 5
NSCLC [Aby7 UM A LR TS K, 1o m] e A&
NSCLC 35 7 ) 38 27" L A F 5 il sk 46
NSCLC ¢ 2R NF-kB , CyclinD1 2 p27 i35, It
HSBAZE IR B AT T G0 7 RO R TS Y %
%, 4 NSCLC &M MELLF i it 2%

1 RS

L1 s RGOR HE WA 5 i)

1.1.1 R %R 2007 4£5 A ~2015 45 AUk
IHRYERE ] NSCLC 4% 84 fil, 55 50 il 2 1% 34
#1],35 ~74 % FPALAERE 54 % o e 39 4 iR
I 40 1] R A g 5 9], ¥ FE PR b i B UICC 4
FE A AR HE ILI9) 50 ] IV 39 34 5], VYT RTIAT
< K (Karnofsky , KPS) $£43, BT B & KPS ¥4 =
70 43 s BRAEARATALSY A TN BT PR 9kt
L1.2 HAFASEGH Ao it i
HHZWT AT HTER AR L URAS  FR A 28 10% 4
IR Ey MR S, A7 A0 8 OR AT 5 BB N BR 5 B BT AR
NF-kBp65 ( TAEWE 2 1:200) | BLPT A B0 58 B 471

196

& CyclinD1 ( TAEHE R 1:100) 414 [ santa cruz
o] RPN s SR p27 LAEW . SP i &
A1 DAB & (03050 & S 8 At 50 il 4 AR 4

*é}ﬁjo
L2 Uik
L2.1 fppddifesietn A dS AL

10% ¥ ZR Sy AR 7, A 85 AL, U1 R T Oy
4 wm, EYIR ZRE E HUs, A0 BRI I SP
RGBT, B BTRAE S5 70 0 I AAH
IL—HUM ZHTWEF , SR I T DioHr e B i 1) DAB
O, B B A SO (] (2 ~ 10 min) |, 37K 5855 o
Vs B Ja IR AR R R Z G (1 min 40 s) 5K 785>
PYE 10 min ; Z8 [ 6 BE RS AR UK, — H 2835
B, T4 S5 v PE R IR B R 7E A TR R . L
PBS fF—HuE A BT B, & RIBHPE Y VR BH P
XFRR TR UEE T REAILEEI S A m LT, 25 LT
THEC 100 A fseg 40 e, 31 %5 % €2 B 14 40 it %%, NF-
kB p65 Yt 4 5 S AR B0 PP 4R L, CyclinD1
Yo 00 I BN A S A (0 PR 4, H P 4
<50% & FARFEIR , B AH HLEL > 50% Sy i 3k
27 Gl (0 200 i S A €0, Dy B A 0 i, 44 4 i
<10% 5& FARZE , AN IEEL > 10% Jy @ik

1.2.2 fJy ik AR 697 R A NSCLC —4£
W7 58, Binfy B Yz > 2 ARy, Xt
AT R R FH S ARS8 S 7 ROV B HE (response e-
valuation criteria in solid tumors, RECIST) ¥ # J7
R, WS SR A A, R R B U R A3 W5 Dy
BRI . MRS SR 19T BTN AR AT ROCR
Iy NS ARGEM (CR) RS2k (PR) (€ (SD) K
PIRPEIE(PD) , A RN RR = CR + PR, fbyr4h



2 T

R AR NF-«B 1 CyclinD1 K p27 32355 % ()7 Uk

RAEME 1 AH KA B (0S) A
TRYTIFUG 3 25 FE T 5K U I (8], T e A A7 1
(PFS ) S IYA T I B 3 i e Ry if [, L
LR (VA=
1.3 WEdEIR

105% NSCLC 4141 NF-kB ., CyclinD1 }% p27
AIBAPE R IK 3, R ] Spearman 3£ 53 #7 NF-kB , Cy-
clinD1 I p27 F3k K 1 A0 SC M, LL AN [A] NF-
kB CyclinD1 Fl p27 kKA NSCLC 3 1L
SRR T 8505 43 A AN [A] NF-kB | CyclinD1 2 p27
FARIKP 1) NSCLC (R i 08 JeHhfi PFS, COX
BIH AR P 3 RS NF-kB 3Rk |
CyclinD1 3k K p27 FiK 52 NSCLC T J5 1)
K=
1.4 Zifsfab s

i 0 H SPSS 19. 0 Geit- At ab B, 140
BHHZR (% ) Fm B8 LR A X K5, AN [A) NF-

-

kB .CyclinD1 % p27 FiKk/KFH) NSCLC HE F
0S J i PFS iz 1] Kaplan-Meier M A7 53 Ky
2,931 R Hl Spearman #8553 #r , 5% Wi NSCLC. Fi
JERYBRIZR 23 Mk COX [l 534, LA P <0.05 2y
BAGH R,

2 #R

2.1 LUk a5 R

FREALBUL 45 R 7%, NSCLC 4141 NF-
kB 51k % 88. 1% (74/84) , CyclinD1 ffj 3 ik %
N T71.4% (60/84) ,p27 HIFEIEFR N 32.1% (21/
84), WK 1, Spearman AHF/Hreh R B/~ , NF-kB
5 CyelinDl pFHE L IEM K (r =0.256, P =
0.019), CyclinD1 5 p27 R X E N AHE (r =
-0.730,P =0.000) ,NF-kB 5 p27 AR (r
= ~0.212,P=0.053).,

‘i;‘r,ﬂfﬂ; S NS
i 4 e
% ‘,@A!v»j;‘z’«:-‘;y&' e

Yol e A AR
P i N NS A

cyclin D1

B 1 NF-kB.CyclinD1 % p27 7£ NSCLC 41 4% % % 3 (IHC, x400)

Fig. 1

2.2 NJA NF-kB. CyclinD1 } p27 3 iK 7K F
NSCLC #1780k

B A A SEGRYT AR TR, SR

7% N CyelinD] #5423k B0 A0 (CR

The high expression of NF-kB, cyclin D1 and p27 in NSCLC
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Tab.1 Chemotherapeutic effects of NSCLC patients with different NF-kB, CyclinD1 and p27 expression levels
. NF-kB CyclinD1 p27

HorracE F#RIA(n=74) kKK (n=10) ®HRK(n=60) iE£ik(n=24) #HEiL(n=21) [KKL(n=63)

CR 0 (0.0) 2(20.0) 0 (0.0) 2 (8.3) 2 (9.5) 0 (0.0)

PR 24(32. 4) 7(70.0) 19(31.7) 12(50.0) 14(66.7) 17(27.0)

SD 33(44.6) 0 (0.0) 29(48.3) 4(16.7) 2 (9.5) 31(49.2)

PD 17(23.0) 1(10.0) 12(20.0) 6(25.0) 3(14.3) 15(23.8)

SARCE(CR+PR)  24(32.4) 9(90.0) 19(31.7) 14(58.3) 16(76.2) 17(27.0)
2.3 miAAT clinD1 Jz p27 ARl k7KF B E R AL 0S Flrp AL

84 5 [, 82 i (97. 6% ) BE 1=, H i OS 2y
13.6 A~ A, Hi i PFS % 4.1 4~ H ., NF-«B. Cy-

PFS Mgt R 5o, NF-kB | CyclinD1 = i
FHz OS S rpfi PES B K FARER IR B E , 2%
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Tab.2  Survival time of patients with different
expression levels of NF-kB, CyclinD1 and p27

. L 0S i PFS
e[ NN N N R
Bk ARERE il RRIK
NF-kB 12. 8 20.9" 3.4 10.2V
CyclinD1 12.6 17.6'" 3.3 8.4
p27 18.6 2.3 8.4 3.3

" 5[l feAR e FE ik L a, P <0. 01
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CyclinD1 Fik J p27 35S0 A COX [f] T
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Tab.3  Univariate COX regression analysis of

survival time in patients with NSCLC

%= B SE Wald 95% CI P
iy -0.096 0.236 0.166 0.572 ~1.443 0.684
el 0.066 0.225 0.086 0.687 ~1.660 0.769
G| 0.304 0.226 1.813 0.871 ~2.110 0.178
FREEJSAY -0.135 0.188 0.518 0.605~1.262 0.472
NF-kB  -1.600 0.447 12.790 0.084 ~0.485 0.000
CyclinD1 -1.154 0.285 16.450 0.181 ~0.551 0.000
p27 1.110 0.279 15.790 1.755 ~5.245 0.000
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