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Expression of Serum Leptin in Small Cell Lung Cancer and Its

Clinical Significance
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(1. The Third Affiliated Hospital of Harbin Medical University ,Harbin 150081, China;
2. Ankang Hospital of Heilongjiang Public Security Department ,Harbin 150039, China)

Abstract: [ Purpose | To investigate the relationship between serum leptin and clinicopathologic
features in patients with small cell lung cancer(SCLC) . [Methods ] Serum leptin was determined
in 41 patients with SCLC and 51 healthy controls with the ELISA method. [Results] The mean
leptin level was (6.45+2.55)ng/ml in patients with SCLC and (7.05+2.61)ng/ml in controls, without
significant difference between the two groups. Serum leptin level did not correlate to age,smok-
ing, stages and performance status (P>0.05),but it positively correlated to gender,BMI and weight
loss (P<0.05). [Conclusion] Serum leptin may not be considered as a independent risk factor for
SCLC. However, it correlates to nutrition status and cachexia in patients with SCLC. It may be as
a marker to evaluate patients’ performance status.
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1.1 —HER

LU 2y 2 A M S S AR SE Y SCLC /B
41 9], 2008 4F 6 7 & 2010 4 3 A /RIEERR
7 B 5 = R e Wi B0 R 22 0 I R VR o R A Bt AR
H XA 51 A YN R TR 2 BT
A 1 e R e S AR AT LA 520 leptin
FIRKF- R 132 180 B R T ARG A1, SCLC
BOE W WK P8 VALG  (Veterans Administration
Lung Study Group) 73 #HARHE 734 Jay BRIAFI T2 3
17 R R AE V73 (PS) i H ECOG (Eastern Cooperative
Oncology Group)¥F-7rbnife . Fr Ay 32 107 1 e o it JiK
B A I 2 SRR SR E(BMT) =f4 &
(kg)/H & (m)*;SCLC ARG Z WG 6 > H WIKE T
WEAEL 53 A IR B = 109%20 B <10%41 , %t FR 20 6 4
AW T BARE R . SCLC 415 X B 21 /% vh 7 4F
53524 53(25~68)% B 47(28~69)% ; H i BMI 43331
412216 (1756~28.13)kg/m* 1 2240 (1752~2933 )kg/m?,
SCLC £ 5% MR AR RS | 151 BMI LA 22 523 04t
TR, M X IR AL SCLC AP HA 21

Table 1 Base line characteristics in SCLC group and
control group[n(%)]

W M8 # (P=0.018)(Table 1),
1.2 MEAE

T 225 I R B Bk L2 Sml, SCLC 4 8 % T 72 R
STATUEAT R M, B M AEA 2 3 000r/min & O
10min Ji5 UM 7 B -80°CYKAFA - A7, IMLIF leptin 7KF
R ELISA ¥4 0 , A leptin ELISA {5 & 4 A
BioVendor (FE7¢), BEFRUA R MIETE LY TR A
Al 455 Biocell2010 5 56 #4470 6 i BH 45
VERR P PR AT o ML leptin 7K SF- DA il 26 3K
(G
1.3 SitZF4eE

B A B K e 12 43 R SPSS 13.0 4eit 5k
PR A 3 2T 35 80 L0 A SR FH ST RE AR 1 A 5 DA
ANOVA 73 #r; AESH0E & IR Mann-Whitney
U RS ; I3 leptin 7K P15 BMI A A #% 09 Eb 4880 H
LEPERIE M, P<0.05 22 R EA G2 L,

2 & R

21 SCLC A5XEAH MiF leptin 7K F

SCLC 415 X B2 ifi 7 - ¥ leptin 7K F 43 51 A
(6.45+2.55) ng/ml F1(7.05+2.61)ng/ml, ¥ 41 [8] [t 5%
Jo 481t 2 2% 5 (P=0.900)(Table 2),

Table 2 Serous Leptin and clinicopathologic
characteristics in SCLC(x+s,ng/ml)

Parameters SCLC group Control group  t/Z P Parameters Leptin level F p
Age(years) 51.61+10.41 46.69+10.46 2.247 0.676 Age(years) - 1.045 0.607
Gender Gender
Male 28(68.29) 32(62.75) 0066  0.948 Male 5.93+1.77 5043 0.019
Female 13(31.71) 19(37.25) ' ' Female 7.34+£3.41 ’ '
BMI(kg/m?) 22.08+2.59 22.74+2.88 1.152 0.512 BMI(kg/m?) - 19.287 <0.001
Smoking habit Smoking habit
No 18(43.90) 35(68.63) No 6.46+2.46
2372 0.018 0.065 0.800
Yes 23(56.10) 16(31.37) Yes 6.43+2.66
Stages Stages
Limited 17(41.46) Limited 6.11+1.86
. . 0.842  0.365
Extensive 24(58.54) Extensive 6.69+2.95
PS score PS score
0 4(9.76) 0 5.55+1.83
1 21(51.22) 1 6.64+2.42 0.305 0.739
2 16(39.02) 2 6.42+2.91
Loss of weight Loss of weight
<10% 26(63.41) <10% 7.22+2.76
4.555  0.039
=10% 15(36.59) =10% 5.12+1.38
428 JiFE F 4E 2013 £% 19 5% 6 ]
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1ML leptin 7K 5 SCLC Ifi IR FRAE A 56 & WL 3
2, LRAMEIIA /T4l R R SCLC 3 L3 leptin 7K
- SAER M EE (P=0.607), {HH: 5 BMI £ IEA%
(1=0.374,P<0.001)(Figure 1), 2P 5 B AL leptin
S 159 7K P43 50 K (7.34+3 4 1)ng/ml F1(5.93+1.77)ng/ml
Z MR LT leptin K F & T H % (P=0.019), 1L
leptin 7K 15 955 B 43 4 (P=0.365) .PS 343 (P=0.739)%:
T, RE TR =10%4 5146 E T F<10%4 &
H MLV leptin T3 K43 51 R (5.12£1.38)ng/ml il
(7.22£2.76)ng/ml , 2 LA HA et 22 7(P=0.039).
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Figure 1 Linear regression analysis on serous leptin level
and BMI in SCLC
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AT 16kD, B 167 M EIERA MM E 5
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B A5 52 R 1R 22 W 9T 48 75 95 3R TR I 240 L ) 25 4
oAk R LA B A A% Oy 1 HA AR A O RESE N DL
I AR [ B 9 SN R A leptin 2 B, HL AT 38 i
1 JAK-STAT 15 538 i & ERK 9 iR 1k 12 ik 5 9 40
ML 3456, Saxena 55 E 53 M7 leptin 5 -4 A 92 11
K ZR W& B leptin 8 2 FLIG STAT3 AKT & ERK
15 5 1 %2 ¥E HepG2 & Huh7 40 A 5, 3 H.
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leptin %% 3 B9 AKT K& ERK % B 2 b K #1 T JAK/
STAT 38 B PTG Ak, T 75 S I 41 38 1) = 22 £
TE 45 1 9 A L b leptin B8 9% 38 & 3% 0 JAK2 AKT
J JNK 19 85 B2 16 5 1% 4k STAT3 K AP-1 M fij fig
HT-29 21 i 3458 , B L 71400 BRILZ Ak, leptin
i B AR BE I A R g . BFSE R leptin BB
VAN AR 45 1 bR A0 VEGF 197 4 A
T FE S0 VR P9 75 5 0 A i A8 2B 8 B AR 3 1 6 ) a0 —
AR, IS — R S T A A A A R R
JIT B2 W i A B AL Y Rk 4 2 S B TR S
T leptin 7EAE IE IR & Az K J 5 RO AE T, PRy
BT leptin 75 i I8 20 2 S NBE o 3 3K 19 0F 90 OF 8 5%
E

IR FEA S AL ZUREAH B, B 25 5 3R B AT LA
SE T W00 SO0 6 s 1) 28 Ak S A0 A, ORS00 7 R
MLV leptin B 3RIKKF, DI 3 Br 5 i iy i PR
FRAE | IS 45 10 26 21 DL S HC BB A5 1 Sy iyl IR P 7
S5 BRI AE K eptin 7 T2 A0 A5 . W 2615
JBCSS G A3 BT HE R (RIA ) K6 I 297 491 L I g 58 5 I
593 £ fd R IML3E leptin ik 7K B & B, i 7K SF- Il
W leptin BT LLAE Ry 2l 57 9 7L B g RUBS HOE
Horiguchi 457/ F [R)FE 4 5 2% 4G 0 B 96 58 3 104 1 785
leptin 7K, & B 2 P B i B 5 1LY leptin 7K P& T
F A leptin KV 540 I 20 1 s BEE A TC AR OC
P, AR 4 SURE A vk IR TR AR 28 YRR I Y
leptin ZK-F- BT, fif leptin 7E45 % (8 5 h By k7K
SEAEA R BRI ST T 45 A7 AE 25 5, Guadagni 5§ )
JH ELISA 32X} bb 45 iz 98 8 38 Sl BRIV leptin 7K
SR, K BLZE R i R LT Teptin Wk B A R
BN T 5 — T 58 25 B 5 2 M R, BFSR ki 1
SERm s . 45 BRR R R AR R N ML 3 g 1 4
JIt 53 W 8 IX] F- leptin .adiponectin JZ resistin Y 3% 1A
KA, S5 5 R S5 s B E LT leptin /K7 B BAK
TR S AE RN, T leptin 76 il 5B 10075 &
KR HE B, PR G LA AR /D 4a i g
(NSCLC) B2 i i 57 i 7 i Jre 19 NSCLC 8 55 1l
15 leptin 7KF LU A& FE ARSI (H IS4 22 50 i
—15i4E T A IV NSCLC (iSSR0 lep-
tin ZKPRLT- AT LAAE A NSCLC 257 it JRURS: [ 2 12

SCLC fF A —Fp 545 i 28 9 43 WA R AE 1) gt | 5
NSCLC 14 YA R Ir AR e AR K22 7, AR B
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FEFFR MG leptin 7K P15 SCLC &35 K Hoilm PRAFFAE
e R, 4R BN SCLC B 5@ HE A XL leptin
K-IFJege it 22 5, RIS leptin ZKF-JF A AE
YE2 SCLC 1Y AR R 2R A8 it 3l s A5 3 A1)
3SR K T 1K leptin 7K P76 — 2L 1 JRFFAE J7 1 A7
TER 25 5% . Qnmi T ik leptin £h 8 i 41 20 & B Aoy
W, S H Y g i T R PR R e I T leptin 7K
FEEMHNRZ MR AR L, R A
Jiri £ SR 98 A (e 75 LT leptin 7K F-FEAK . ASBIF S8 45
W R MV K-S BMI 2 IE A G, X 5 2Z /i
B AR, I HAHESE WoR LoV leptin ZKF- 5
T B, FE R BE Lok 5 55 4 BMI A [R] 1917 0
T T SRR D T o A LA B [ A O ER AR A
KI5 I IR AR

AWFFE TR 43 B T LIS leptin /K F-5 SCLC B 3%
WE TR, CAHUIIESSEILIE . 45
BFEPINIE leptin 7K 5 98 i A AR FE T 5 LA %
o3 JBTAF TEAH DGR ) BRI E R R = 10% 1 b e 8 3
5K E T FF<10%4 M L ILTE leptin K AL, AT
FEONAT AR RIA 5 5 o DR X T 22 0 1 I e L 4
Jiti 98  leptin #B AT VE S P18 F R AR B0 W T i 4
WRZ— . (R A G AR T R — A BB LA
Wit 2 5098 2= G = ALt 2 gﬁ‘ﬁ%@ﬂﬁﬂ
IL-6 TNF-o iR 5 S 5 XA R I 21, itk
leptin 5 98 it Al OC AR T T R 2 15 52 At K 3R A9 52 )
Thts EEE— 2L By 53 AT

Zi LTk, ABFIE KRB T SCLC B 1 I
leptin 7K-F-5 BMI LA K AK T [ oK 7 B A B2 AH G
P, HESE T leptin 5 SCLC 2358 72K 0L LA S %
B AR o ARWTTE IR R FATTHR AL leptin H #E5L
[B#:2 5 SCLC & AEMUEYE, (H38 o A A58 3 AT
—HAESE T leptin AT LAAE by 340 W7 Jib 988 58 35 8 2 RS
WHEARZ — o AR EATF @AY KEA T AR5 5
3T leptin SOHABARMI P F 1 R B RAT, i —
4381 leptin 5 SCLC LR,
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