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W O=E BH: HOHMSEINRE R B FH MR (Lep ) . ANEMEE R ZIK (sLR) 5 MK 2R R A X R
Tk R 103 B4 PRI R AR, LA 91 oI f R KA & O X BRI E i A 32 4 S I UL Lep
sLR. BHFEEE (TC)  HIM =R (TG) . MK EMEHEN (LDL) . =% ENREN (HDL) , 4Hrg
PEARE 58 B MIE Lep . sLR KESMAGKFERIKR .

R, SXEA R, B AR Y TC., LDL M Lep KV 8 75, 10 sLR 7K I 2 F
ik (# P<0.05) . PANZEDMH WS, Lep KF5 TC, TG M HDL KFS 0 B IEAE (4 P<0.05) , T
sLR /K5 45 i 535 4n G A et (35 P>0.05) 5 ZICEIASH R, Lep /KF5 TC K50 & IE
% (P<0.05) .

510 1B MEINE R B E MY Lep IR Fh @ . sLR ACFFRATLL I i B QI 25 AL, Horh, Lep T 8
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Alteration of leptin, soluble leptin receptor and blood lipid levels
and their relations in patients with chronic cholecystitis

GAO Rong', PU Wenjing', MA Chunmei', SUN Shengli’, CHEN Hong’, GOU Wei'

(1. Department of Pathology, Gansu Medical College, Pingliang, Gansu 744000, China; 2. Department of Clinical Laboratory 3. Department of
Internal Medicine, Hospital of 8670 Armed Police Forces, Pingliang, Gansu 744000, China )

Abstract Objective: To investigate the changes of serum leptin (Lep) and soluble leptin receptor (sLR) levels as well as
blood lipid profile and their reciprocal relationship in patients with chronic cholecystitis.
Methods: One hundred and three patients with chronic cholecystitis were enrolled, and 91 individuals
undergoing health maintenance examinations served as control. In all subjects, the fasting serum levels of Lep and
sLR and blood lipid indicators that included total cholesterol (TC), triglyceride (TG), low-density lipoprotein
(LDL) and high-density lipoprotein (HDL) were measured, and the relations of serum Lep and sLR levels with
blood lipid parameters in chronic cholecystitis patients were also analyzed.

Results: Compared with control group, the levels of Lep, TC and LDL in chronic cholecystitis patients were
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increased, while the sLR level was decreased significantly (all P<0.05). In chronic cholecystitis patients, univariate

analysis showed significantly positive correlation of Lep level with either TC, TG or HDL level (all P<0.05), while

sLR level had no significant correlation with any of the blood lipid indicators (all P>0.05); multivariate regression

analysis revealed that there was a significantly positive correlation between Lep level and TC level (P<0.05).

Conclusion: There are increased Lep level and decreased sLR level as were as lipid metabolism disorders in

patients with chronic cholecystitis, in which the abnormal lipid metabolism caused by increased Lep level may

play a causal role.
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RAE A G RGeSO BN R i
K (Leptin, Lep) KM £ Z 1K (soluble
leptin receptor, sLR ) ZE{LA 35 A ] 43 %) ) BX
oo ARSI A 5 A A i A TP LA 5 S Lep
FsLRAKF Z AR R, i AR WL SCHkARGE o A
A7F 50 308 o X 8 P A A 48 S LTS Lep . LR AL
MWLEE, BAE T Ikl R B ¥H Lep ., sLRE M
i 028 A HOCAR B G R LU i I 4 % 19
A2 IR 4R LB B BRI

1 RBSHE

1.1 —RRER

e B 3 2 25 AN B O A EE BE20124F
6 —20134 12 A Wif i 12 14 0 4 58 [ 3 103 441]
B, we26l; F#31~68%, FIHHFHK
(49.16 = 11.81) 2/, % B[R IR B A4 K6 fee J3e A
91 fidxs BREH , 5391, L5264 4E#31~60%,
SEHAERY (46.30+10.84) %, HEERA B ED
SR ERYI R UESE, RETR A AR L, B UhE
RIS IE R o DA b Pk B P AL AR S L PR 22 R
TG #E X (HP>0.05) . P B FH LG
Oy WG HF B SN M R G o 3 R IR
R VR IR [ e 2 o R IR R . AR S IR R 2 M AE KR
G IR HEZS 259, 34 H W G460 R R TE
P b R R
1.2 FERXFIREEFH X

Lep. sLRFE A MNP Ie L ELISAE: o 557 &0
FREAY TREA RN A o R R ™A% 42 B
AV ERAE . BHE B TC) . Hl =B ( TG).
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R EIREH (LDL-C) | &% EREH (HDL)
K B 4 KAE K HD-F28004 [ 3 4E 1k 43 B A ]
iE, A& T AR s A R B A R D
IV BR A ) SR 4« 12 1 I 4 R R 3 T ABE IR
H W R 7E 2040 25 JE T BN IBIOR I, 18 P I 3 % iR 3
IR B R M AT 25012 h, B HUME A-20 C
PRAERFI
1.3 it ahE
TG B2 R FHSPSS 1708 44 3547 A0 26 Pk 43
Bro THEEIE IR £ dR2E (x+s) KR, 4100
Z SRR, bR OC M R F Pearson M1 £ 00
Wl AHSE 4007, LAP<0.05 K% A ST E X,

2 & R

2.1 BHEREEXEE SN RBASTISRILE

PP H 48 28 L MW Lep . TCHILDLAE 4B
T AFIRZE (P<0.05) 5 181 H 4 R 85 sLRAE Y]
WAL T X4 (P<0.01) (1)

F1 EBUBERASVRAZERLE (v£s)
Table 1 Comparison of the studied variables between chronic

cholecystitis group and control group (x+s)

- X} A 2] e PR 5 . p
(n=91) % (#=103)
TC (mmol/mL)  337+0.66 4.02+0.83 3.342 0.001
TG (mmol/mL)  151+096 1.56+0.77 0.318 0.751
LDL (mmol/mL) 2.49+0.43 293+0.85 3.051 0.003
HDL ( mmol/mL) 1.14+021 123+022 1.658 0.099

46.78 +17.72 67.83 £10.50 3.396 0.001
1534+£329 11.40+2.15 2.840 0.005

Lep (ng/ul)
sLR (ng/ulL)

2.2 MiE Lep. sLREEMIERZWER
PR s, 18R B HE Lep /K F
5TC., TG. HDLAKFEIEMEL (¥P<0.05) ,
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P>0.05) (%£2) .

2.3 & Lep & sLR 5E&TEN ZTE T B
PITC. TG. LDLFMHDLN B 75 &,

391 LA

LepflsLR W28 &, #1472 0& 2 3 7 #r .
ZiRER, LepHTCIEMK, ZRAGIFEX
(P<0.05) .

&2 Lep. sLRKFEZMASTEIRHIE X ST
Table2 Correlation analysis between the level of Lep and sLR and the blood lipid parameters

i F TC TG LDL HDL
r P r P r P r P
Lep 0.439 0.013 0.377 0.029 0.315 0.058 0411 0.019
sLR —-0.206 0.156 -0.286 0.078 —0.012 0.476 -0.312 0.055
&3 Lep. sLR 5&MIELEMN S TAKXIES
Table 3 Multivariate correlation analysis of between levels of Lep and sLR and the blood lipid parameters
SCHL
Lep sLR Lep sLR Lep sLR Lep sLR
TC 7.214 -0.383 0.409 -0.119 1.64 -0.296 0.030 0.770
TG 6.701 -0.676 0.259 -0.143 1.055 -0.557 0.304 0.583
LDL -1.066 1.411 -0.048 0.347 -0.169 1.173 0.867 0.254
HDL -3.846 -5.146 -0.049 -0.355 -0.127 -0.891 0.900 0.383
3 it g FAFE TG W 40 0 8 3R A2 1A sl o 41 o R

AL, SRR BEFTC, LDLY R
T IE R X R4, SR A B — 3 FRKOE
S M R E R AFAE AR S8 . A2V & e
MmiEERgEREENEAENE, BWAHRED K
JIEL [ ot i T A R R P DE R R A & A, IR
GRS PE IR R AT BE AL M ORTEAE . H R F
FUER, LepX BB A W ERH, Lep 5 RAER
N A & AR AE o DR AR B 5% 26 5 2% Lep J2
sLRTE 12 PE I 2 5 (B3 MK F A8 4k, R
5 MR AE MBI R E I C R .

ARG R LI, 12T R A Lep W] W&
TR (P<0.05) o HHZE TR Lep5TC .
TG. HDLEIEM % (P<0.05) , ZIclA5Hr i
ALepSTCREIEAML (P<0.05) o 18 MEIHRE R 4K
sLRI AL T X5 B4 ( P<0.05) .

LepJe H IR 107 40 ML o3 W 1) B 1 28 %, 2
JoEFE D G 5 I m RN A B R 3K 7290, 1464 A LR
ML, XA TR 16 x 10°, Lep 5L A
WWER, BAMGS T RN ZEESS, 2
MUR S T o M A EMaE R5 Ty,
FEMR N Lep MsLRAFFE SRS R HLE s Lepnl DAEL
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F W AE F 52 i B 04 A RN 43 o s LRAE s U
Lep/EWitE B R 2 KA AH T HE B3 E
POE = A RS T RINCI IS

H 1 9 A W 5 Lep (4 A0 B 52 i AS W7 45 51 UE
S, L EPFR"Y, Lep il MIENF-k B, ffi 8%
Mk EA-1REN, S5 RIELFE. Lam
SV SY T RS I TR OGRS AR v B R IMRE 5 4k
FER KGR, WEMLepZ 5 T M6 BEE BT (8 5 R AE M &
AR, AU R KB, 180 A 5 T
Lep/K V& 3% & TIEH X B4, sLR/KSEAEFIEH
XFHRAH , KW Lep sy 512 M IHFE R 19 kA A K

H AT AR N Lep 5 BE AR 2 18] 19 56 2 i K 58 42
. AR BRIMK Lep/KFSTCIEM G, 5
HDL-CHAIE, HIRA 5" & B Lep/KF5TC .
HDL-C. TGAHIApoBCAlS7 A, LI E M5! i
71N 1o TR BE 1Y) Leep W38 2o 00 1) 4 26 W 04k, 1S
WEIRI 2, SECTGE M. A58 55K s 18
PR R B M Lep/KFS5TC . TG, HDLIEAH
X, #RLeprl G825 T 12 M 04 58 B & IR R 57
Wk
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