BEoEprse el 201246 A 54148 456 M0

W B A 0 E SRR BLF R 8 /0, B MIS F 4 45 15
EARMIXT AL, 5 T IR R AE S . N TP EZY
BT R HGE K GRS TR AR A S
FEARIE O R AT, PEINESR
ARZ5MERMAER, HREME, 57 L, PE
AR TG R AS BB A T b, O I D) 2 A AL, T 0 3 0 45
WL IE o b B A S AE AN, T AEGS . RPAR P s i
e R ST N N7 R 3 R N T < D N /€
R, B e I, A et WA e b S e is . I
i LB R 2 e | I = e A e TS VI R 1= 7 A 1 R
[Fi) B 9 R 0 3 B8O 0 7 R o B A % S 2 EL AT ekt LT
AR AE T, RE 4R = A8 A ] e IS AR A
i B REAR o 1 DY 43 EL A T kb it 4 1 R AR R
18 I T Re R e g ) o WA B 5 SR R A 2 R AR
BB NRE LS M2 D3, 18 F W W) DL 4
BF MR ZAE . AL R Bon, WEA R TIRE .
TR 0, = Sk LR A RS B R Hh R LR AR L Il v AR
FURTFG BR B 1Y MIS 343 20 9 HE B A G4 3 X
(P <0.05) ,1fi % BEAL (93697 1 5 T 1A A 3 48 45
K U R R T R R v R LR A IR AR R B R
FIR MIS PP ¥ T W 2 25 5% (P >0.05) , 1 41 A
Ho#, WA IR YT Ja W TR S R T8 450, — Sk LB
L A R LR AR LI R ORI R B 1 MIS
TEA I AR T X 4L (P <0.05) . #5180 % ik 5

WA DUy el AR B FROIRAS 1R R R LR
R R LR AR s B A SRR B AE R A
AT R AL B AR, SO AR
R, v B2 2570 97 A W A s 4 A e o N 1 7 Rk
&L PR ERE AR A

2% ik
1 RER, RWEF I, 5. B IR E WS BN T 8 48 0 R E TR IR
DUPEAT IR 2 0 Hr [ T] . Hh S AR 2 445 ,2010,30(2) :381 - 383

2 Kalantar — Zadeh K, Stenvinkel P, Bross R, et al. Kidney insufficiency
and nutrientbased modulation of infammation[ J]. Curr Opin Clin Nutr
Metab Care,2005,8(4) ;388 —396

3 Yao Q,Pecoits — Filho R, Lindholm S, et al. Traditional and non — tradi-
tional risk factors as contributors to atherosclerotic cardiovascular dis-
ease in end — stage renal disease[J]. Scand J Urol Nephr,2004,38
(5) :405 - 416

4 BWIE IR, TR, AL b KBS B A B R R B SRR
RO ) o I e A 38 3 35 S s R IR B [T ] o i R
IR ,2008,16(6) 1341 - 345

5 Kuhlmnn MK, Levin NW. Interaction between nutrition and inflamma-
tion in hemodialysis patients[ J]. Contrib Nephr,2005,149 (8) :200 —
207

6 EBK A ML KR B R E B TR RN [T, A
AR BE 22K ,2005,24(8) :589 - 591

7  Sungurtekin H, Sungurtekin U. Comparison of two nutrition assessment
techniques in hospitalized patients[ J].J Am Coll Nuter,2004,20(3) :
428 -432 (Wi Fg 2011 —11 —17)

(f&1:2012 - 01 -05)

18 1% P 2= MM R A B ¢ B P LTS IL - 6 TNF -
AAG Fa Ul it {8 Bb 33 8F 52

s EIWER T BE® 2WR FTE%

B E BH HiITEANZE -6(interleukin - 6,IL -6) IR A T - o (tumor necrosis factor — o, TNF - «) (o, - FRPENE TR
F (o, - acidglycoprottin, AAG ) 7E 18 14 B ZE ¥ ili %< f  ( chronic obstructive pulmonary disease, COPD ) £ fifi & w7 it 3¢ 35 48 1k F1 2 Wt
fH. ik EE2009 4£9 A ~2010 459 A K BB B H 72 4], HEXT IR 19 4], #2 COPD JC 2 ) 2tk & W i %A JE
Fh D A0 6 4, IBE S0 2 W B 36 4 I LI 375 TL — 6 \TNF — o (AAG & 5k, WUIN R W 7 22 40 M H 22 57, 9 1 ROC il £k L
PEAG HAEM R P M., 58 COPD BB IL -6 'INF - o AAG fEE T HEHI R B E R T RIEM AR E , ZREH
BEFSITFE X (P<0.01 8 P<0.05), ROC 4k i 75 : TNF — o fk F AL (AUC) (0.928,95% Al {5 X [i] fy 0. 869 ~0.987)
IL -6 [ AUC(0.928,95% ] {Z[X [ 0.875 ~0.982) # &5 F AAG () AUC(0.719,95% 1] {Z X [f] 4y 0. 606 ~ 0. 833) ,{H TNF - «
B Youden $§ 40 &t 55, 4i6 COPD B b , TNF — o J2AHX T 1L -6 Fl AAG 2 Wi fili 4 i B AL H5 4% o

FEWE MR ZEMEMEN WK RERT ZRE TIERE ML

V2 B :316004 #1411 & B
WRAEE . FHETE , BT {548 ;. wangyekai@ 163. com

- 137 -



J Med Res,Jun 2012,Vol. 41 No.6

Forecast Value of Serum Level of IL -6, TNF - «, AAG in Patients with A Combination of COPD and Pneumonia.
Yekai, Li Yiwei,Yao Yanzhen ,An Minhe,Fang Guoan. Zhoushan Hospital , Zhejiang 316004 , China

Bao Zhoujun , Wang

Abstract Objective To investigate the relationships between serum levels of interleukin = 6 (IL = 6) , tumor necrosis factor — «
(TNF - a), a, - acidglycoprottin( AAG) and discase of combination of chronic obstructive pulmonary disease (COPD) and pneumonia.
Methods From September 2009 to September 2010, 72 patients and 19 healthy individuals were selected and divided into 6 groups by 2
factors ; pneumonia and COPD. Serum levels of IL -6, TNF - o, AAG were detected by enzymelinked immunosorbentassy ( ELISA ). The
forecast value of pneumonia were analyzed by receiver operator characteristic(ROC) curve. Results Serum levels of IL -6, TNF - «,
AAG increased not only in the progress of COPD(P <0.01 or P <0.05) but also in patients with pneumonia compared to patients without
pneumonia( P <0.01). The area under receiver characteristic curves( AUC) of serum levels of 1L = 6(0.928,95% CI 0. 875 - 0.982)
and TNF — «(0.928,95% CI 0. 869 —0.987 ) was higher than the AUC of serum levels of AAG (0.719,95% CI1 0.606 —0.833) and SAA

(0.853,95% CI 0.768 —0.937) ,and the Youden index of TNF — o was highest. Conclusion The present data reveale that serum level

of TNF — « is of great value for pneumonia in patients with COPD.
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Clinical Study of Multi - phase Enhanced Scan of Multi - slice Spiral CT (MSCT) for Diagnosis of Small Renal Cell Carcinoma. Hu Li-
rong , Pang Weigiang. Tongde Hospital of Zhejiang Province , Zhejiang 310012 ,China

Abstract Objective To discuss the multi — phase enhanced scan of evaluate multi — slice spiral CT ( MSCT) in the diagnosis of
small renal cell carcinoma. Methods We retrospectively analyzed imaging features of multi — phase scan of MSCT in 21 cases with small
renal cell carcinoma ( <3.0cm) who were confirmed by pathology of surgery. Results Two cases were plain lesions high — density, 15
cases equal density and 4 cases low — density or slightly low — density in 21 patients. All cases showed no calcification. In enhanced scan
cortex phase, 14 cases were significantly enhanced which was higher than normal renal cortex, 6 cases moderately enhanced, 1 case mild
enhanced, 5 cases homogeneous enhanced, 16 cases heterogeneous enhanced. The detection rate of the 21 patients was 100% . Surgery and
pathology showed left kidney were in 12 cases and right kidney in 9 cases, with the maximum diameter of 2. 8¢m while minimum diameter
of 1.0cm. Renal cell carcinoma was in 10 cases, 5 cases with granular cell carcinoma, 2 cases with papillary carcinoma and 2 cases mixed
clear cell and granular cell carcinoma, 2 cases with chromophobe cell carcinoma and 1 case with sarcoma — like cells carcinoma. There
were 19 cases with single lesion,of which 1 case with unilateral 2 lesions, 1 case with bilateral 1 lesion. Solid mass was in 17 cases, and
cystic was in 4 cases. Pseudocapsule was in 13 cases. For pathological stage, | stage had 10 cases, Il stage 9 cases and Il stage 2 cases.
Conclusion Multi - phase enhanced scan of MSCT is an effective method to diagnose small renal cell carcinoma and its subtypes.

Key words Multi — slice spiral CT ( MSCT) ; Small renal cell carcinoma; Multi — phase enhanced scan; Clinical study
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