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[ Abstract | Objective To determine the therapeutic effect of a mimic peptide ( mimic peptides 12,
MP12) of LBP/CD14 binding site on LPS-induced acute lung injure ( ALI) in rat model. Methods Thirty
Wistar rats were divided randomly into control group, LPS group and LPS + MP12 group. Another forty Wistar
rats were divided randomly into 2 groups and accepted the same treatment as LPS group and LPS + MP12 group
respectively in order to observe the mortality. The rat ALI model was established by intravenous injection of
LPS. The rats of LPS + MP12 group accepted MP12 intravenous injection immediately after LPS injection. In 2
h later, blood sample of each group rats were collected to detect the concentration of endotoxin. Arterial blood
samples were collected to detect PaO, in 12 h after LPS injection. All rats were executed in 24 h, the right
lower lung was embedded for pathological examination, and the right upper lung was used to measure TNFa
content. The left lung was used for bronchoalveolar lavage and isolation of alveolar macrophages. The effect of
MP12 on the binding between LPS and alveolar macrophages was observed by fluorescence microscopy. Results

The endotoxin level in the plasma was significantly higher in LPS group and LPS + MP12 group than control
group (P <0.01), but there was no significant difference in the former 2 groups (P >0.05). PaO, value was
significantly lower in LPS group and LPS + MP12 group than in control group (P <0.01), and, the value was
significantly higher in of LPS + MP12 group than LPS group (P <0.01). TNFa content in lung tissue and the
pathological score were significantly lower in LPS + MP12 group than LPS group (P <0.01). The binding
between LPS and alveolar macrophages was significantly lower in LPS + MP12 group than LPS group (P <
0.01). The mortality of LPS + MP12 group were significantly lower than that of LPS group (40% vs 75% , P <
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0.01). Conclusion The mimic peptide of LPS/CD14 binding site blocks the binding between LPS and alveo-

lar macrophages, thereby attenuates the LPS-induced inflammation and pathological damage in the lung, and

improves Pa0O, and mortality of LPS- ALI in rat model.
[ Key words ]

endotoxin; CD14; mimic peptide; acute lung injury

Supported by the National Natural Science Foundation of China (81070053 ). Corresponding author: Wu Guoming, E-mail:wu_guoming@ yahoo. com. cn

E 7 0 B AR Y N 2R B K ARG, B AR
G~ AP B IAE B, 1 2% H LPS ¥k B X #E 0. 01 ~
1 ng/ml7KF. GnIbARZKF- 19 LPS A9 SR /R H 75 H
F LBP/CD14 et £ 4" . LBP/CD14 4§ R G T
LPS B A5 5 18 I 1Y LU, % R 80 B &b Stk
LPS 8 RA5 5 11EH , k4541 LBP/CD14 ¥ R 5t
R &AM il LPS AR AEH

i T LBP (1) N 3t 5 LPS Z54 )5 , /it i e C o
5 mCD14 4547 1 LPS/LBP/CD14 =08 &1k 4 fE
e R fE S . WL ATHENH5 P LBP 55 mCD14
HI A5G A ( ABERLRR 9 3 3 ) mCD14 | 5 LBP
A TIRE A ) AN AT BHIT LPS 85 4 15 538 i, 1M
HWTREA S 2 LBP/LPS & & W 1o /55 % B g 25 1
AR, A R — OB TR T N B R SR
FISRENE . FRATATHIHR RN T 1 50T B4l LBP/CD14 454
P Z K, ZZ KA 12 DR, Hika sk
MP12, {RA] S 565 F 5 2 A% $UL K BE 3 ] mCD14 - 1Y
LBP 25607 s, B —E BTN B R BREH . AT
FE AL I S R P SR, R MP12 %o} i 22 4 70 &
it 4549 K BRI AR 4P E

1 #REFE

1.1 2&&XA

FITC #7ig LPS(E. Coli,0111: B4, Sigma /A Al , 25 H) , TNF-a
ELISA i & (MEAE, KE), HAL R K E ™ 5t 46,
Coulter Epics XL 3 2G4 94X ( Beckman 23 ], 357 ) , 9¢ 56 i 3%
4% (Leica, 8 , il K/ H7{Y ( Instrumentation Lab, 35 ) .
1.2 852

30 H 3 H#4 PSF 2% Wistar JCER, Ml A, 145 & (103.5 =
12.4) g, M5 =ZE = RS0 g Wy b $R 40, He R LA - 3R 1
4y J A BRER KO B2 (LPS 411 LPS + MP12 41 (n =10) , LPS
HE I BT N R 6 mg/kg, LPS + MP12 ZH7E 4252 LPS
S SR MP12 5 me/kg #t ik 4F . A BEER KX IR 24 237
55 LPS + MP12 4 A ] 5 55t (14 25 3R K Bk i 36 . 534 40
3 A #% PSF 9% Wistar KB, MEBE A, 44051 /2 (108. 1 £13.7) g,
M5 = ZE B R 2 S e B h O BR AL HR B AL B R R 4 R 2
ZH:LPS FET-F ML 5 LPS + MPI2 FET-F M4 (n =20),
A3 BI4552 5 LPS 411 LPS + MP12 41 Af [8] i &b B0 75 2, F T
MFET-H
1.3 P AFEKFNZT

F 1 ml kL E TR BTEEE +, T 0 °C,3 000 r/min &
> 10 min, WA I K o SR FH & A0 G il il 2 N B K, B
kS AR UL S

1.4 Shhkq & 5

TR ERH ZR S 12 h, R B AS W0 35 3 ik Ak iy B sh ik o
0.5 ml, R LA B S AT RS
1.5 AR 4 % F TNF-o 3K Z A

ARFER UG, 30 S A7 i, FH vk AR B R A3 vk 25 B
T, UL T 2 AR . SR FRERTBAFR 3 g 418, B &0k
RIPA 2@ rR8TRE, T 4 C, L 600 x g BS.0> 10 min, FILHE, |-
LA 35 000 x g B0 20 min, AR U0HRE S T8 & A9 2% vh i
L R SR 2 ¢/L, TNF-o He K 2 18 TNF-o ELISA
A G UL AT
1.6 MALRRBEAE SR BIEITEY

FESGCBE T WLEE i 20 S8 BRIE 25 2 ok A8 , WL L il 0 45 44y 1)
SERENE A A il R K i B K P 4 4T A IR L S O
T EIE B S AN K o I B A 2 o 43 BT« AR it ) B 7K
e ALK P 46 AT I 9 I 3 A TR L R T )
G HRRBER L R P VT 501,23 47 R R
HE .
1.7 FITC-LPS 5 X R e, B v 2m e 4 & 52 B

R FRUBTT I 0 4 A 43 S e SOk ik b AT . TG
B USRI B AN A S FITC-LPS 54 2% #5414 | 4 14 5%
FEHEAH TP BG4 T A P-4 9¢ i B ( MIFT)
1.8 245 IR

LPS 3E TR WEL L 1 LPS + MP12 3 T- W8 41 K B4
P2 MRS, B AR EA TIERE KRS, &6 /0
LSRR R — e I, RS2SR 72 h, IFESEAET 2R,
1.9 %itsam

HLPK A 2 A AR B x TR B (E R R . SR SPSS 19.0
Gtk R BRI & £ s FoR RIS ECR L ¢ K55, 58
TR B x4

2 #R

2.1 Ba e EF AR

LPS 2[ Jz LPS + MP12 2 Ifit 3¢ P9 35 28 W J& 7K - K 24 hy A B
TR GTREZE 2 £51(1.78 £0.25) . (1.82 £0.26) EU/ml vs
(0.79 £0.13) EU/ml,P <0.01],LPS 4 5 LPS + MP12 41 [a] I
WA R E LR 2R (P>0.05),
2.2 R4l PaO,K-F i

LPS 2 &% LPS + MP12 £ PaO, & 3541k T A= 3 £h 7k %F BE 40
[(59.83 +4.45) (69.4 +4.9) mmHg vs (101.00 8. 69) mmHg,
P <0.01],LPS + MPI12 20 PaO, B g & F LPS 21 (P <0.05) ,
2.3 BLAR LA 4 B P TNF-a R Z rhix

LPS 201 LPS + MP12 21 Jifi 2 215) %% f TNF-o ¥ J {0 35
TFAHER AKX BB [ (446.5 £66.9) .(290.7 £52.3) ng/ml vs
(163.7 £54.9)ng/ml, P <0.01 ], LPS + MP12 41 Jili 41 21 53 3% v



234 B55 24 1)
2012 412 A 30 H

¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

Vol. 34, No. 24
Dec. 30 2012 2471

TNF-o ¥ JE i KT LPS 41 (P <0.01) .
2.4 BARAMEHminS LPS 44 R

BE TS T RS, BT L LPS 4 it 5 e 40 e 45 4 1 9% 5
FRiciy LPS &0 i i A PR K X B0 AN LPS + MP12 4, 2R
FH IPP UG A AT A0 2 45 4 2 G I A 485 1 ik s  LPS 41 i it
B AN it 3 T ¢ > 5 B I I = T AR B SR K BR AL [ (2 744 =
682) vs (1869 +451),P <0.01], 7 LPS + MP12 41 (2 148 +
516) fili i B 1 41 AR 2 16 5% S 3 B 5 A B R /K S R 4H 22 [R) JC B
B2HF(P>0.05) BT LPS 41 (P <0.01), WL 1,
2.5 BN AL IRIEIE S LR

LPS 5 519 AL K SR 2 22 mT L 7™ 2 74 fii 1) S5 7K i i 76
I e ) B 1S L i 7 A 3 WA RS G B R 1 1) v e 4 i i
) 5 T MP12 7 20K BRU /K i B 5 02, it 1) 05 o o 5 g,
P AT IR RE s, UL 2 o B2 AT 4 SR
7R, MP12 YA 74K UM H 205 BRI/ B S84 LPS #4H[ 4. 58 =
1.45) vs (7.7+1.5) ,P<0.01],
2.6 LPS T FMELy LPS + MP12 st — £ K4

1] 58 g

LPS B/ Ja 55 1 K, LPS FET- R MEK 4 L T2 K ik 35%
(7/20) , 1 LPS + MP12 JE T3 BETRAL 15% (3/20) 5
%2 KR, LPS FJET- %44 5 LPS + MP12 FET- A4 36T
AR 25% (5/20) e 15% (3/20) ;55 3 K, LPS FET- R M 5K
5 LPS + MP12 FET- ML R FET- 350000 15% (3/20) K
10% (2/20) . LPS + MP12 JET- 3 W4EHA) 72 h RHFET- 5% 0
AT LPS FET- 3B (40% vs 75% ,P <0.05) ,

3 i

LBP/CD14 X} LPS BYECR N HAT 58 K iy 18 B
Ho #F5% 3, LBP/CD14 fF7E 9 554 T, B i Y

ER AS 23

A.LPS 40 Jifvia) L B LK AF (< 100) ;B LPS 48 i 18] iy Kbk 2m gL iz i

MP12 28 A 18] 50 20 0633 i 8. 3% ( < 200)

LPS BRI i A& 4 5E K B, 1 i B LBP/CD14 ol 4%
P LBP/CD14 WU ] & 40 LPS g4 540,
It LBP/CD14 M 8§ FR R LPS Wyt £ %, L LBP/
CD14 M¥E S Pt N EE R IA)T A TE R I H W N # R
JAEAT TAL A, B BRI R IG T N B = kR
75 (U ALL/ARDS ,sepsis 55 ) # BHAR A 56 0%, IT4FER
F¥T LBP $iL &, $it CD14 $T k. sCD14 45 J5 ik 45 L
LBP/CD14 TEfll LPS 755 04 9 5 J2 b Jy T B T —
SERIERED ) ABATAEAE AR A B, TA) R 0 B AE T
XTI AE 45 5T LBP/CD14 [y [R] it 4 i) T LBP Xf
LPS (138 B /E . A 0k, 55 0 PHAR B 3R ms 2 1A
CD14,BLHEFH W LPS Bt R 5 5 38 f%, XA LPS/
LBP Z &9 HDL i 1275 Bk, FATHTHILL CD14
BT X WE AR RENL 12 BRESEAT 4 38 R MG , -2
115 LBP 1y 4l , i 23015 8 AR A 2 ik
Jra, H AL [E 7 %1 4 : FHRHPPXPTLXX, 22 B 12 ik
() FHRHPPPTL 42 32 5% 3k 0] A /2 # it LBP 5 CD14
SiERM T, 5 1 5 2k FHRWPTWPLPSP
R 8 AW TR AR w R BT AT (S RE SRS 4 il R 15,21
33.80.55.71.86.90) ,iX 8 i 5 thCD14 (45475
PE—FARE (0D |, /0D 0 >25)7 0 Bk, Fefi T3k
B 1 S 2R (a2 MP12) #E47 N T4 1%, I ZE T
T AR & B 2 BRAEFE AR S 2 25 0 i) LPS 35 5 5.
¥ - B4R (CD14 " U937 4ififl) i TNF-o mRNA 32
Ik, HAOW S B B AR M . LA B4R MP12
TETEIRYT N EEZEE ALL BPEHS

9% th 2 ( x 100) ;C:LPS + MP12 £1

2 LPS#A5 LPS + MP12 AAftitHRARKIEYI K HE SN



55 34 #5524 W)
2472 2012 4E12 A 30 H

¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

Vol. 34, No. 24
Dec. 30 2012

AT R MP12 (5 mg/kg) & Ik TE G YT N B
R B, I CLTF LA J7 w7 MP12 ()
PN B 2 AW RO - DX PN 35 2R il 495 K Rl 2%
PN EF IR 10 52 ) 5 O Tl i 760 5 W A B 5 N i R
B IR 5 X il 2 4PN S RE A TSRS T 52 1] 5 (Dl 3%
PR PERT 15 K B PaO, YRR s BV e A 7 25 PR Ml
P55 K R 2 405 B84 R R0 5 (@ % PN 5 25 2 il 6
PR BRACT R, LI 4 vEAG MP12 X N # &R
LRI AT E R . S5 R, K BUIE & a3k
WEER W AR, A (0. 79 £0. 13) EU/ml, T 45T
6 mg/kg LPS 1515 nl BH & T i A B v Py 2 vk
FE (L RIEF AR 2.2 %) o #lkiE ST MP12 J5
M2 N B Rk %A B, R ETF
MP12 251 %F LPS/CD14 254 s b AT E A, A& B
15 LPS #1745 6 8 2 K, R e HEAS BE AT i 2% P 2
FKT o XU MP12 (KT N 7 Z 3000 A S 1 i fE
IS E Y S ATy e (S

N T 2 M 2R Al A7 1 3 B B AR FEALAHIAE T N
R Z 5 M JAE AN M 7= A R JRE AN B S RAE A
F, 0 TNF-o ILL1-B 25710 MP12 J&2 T RE R 4R IR )T
NEE R M SRR PR, 1 ST g R B RERH
Wi PN 75 25 5 Al 76 5 200 1 45 AT i E 20 N SR i
A TREIREI . RDEE BB IEE & TPP MR BTk
000 2 i A 5 £ i 6 1T S5 5 bR iE LPS &S AR,
HEE LR LT MP12 #KE S5, LPS + MP12 41 fifi
HE WE A0 25 59 LPS & B B AIKF LPS 41 (P <
0.01) ,iZ4H i s B W A i 45 5 %) LPS & 5 1F % 4E 3
AT BRAH AR, T B B ST 2= 5 (P >0.05) , LPS
50t v [ 4 f 45 4 S35 5 LBP I B, LPS/LBP
AW, R TS I B WA i T Y CD14 454
AT AT FE 45 R B MP12 i85 LBP fr Rk su 4
454 CD14, A £HA] LBP 5 CD14 45 &7 s I 1EH
H, DL E 25 SR ERE T ZE AR Y, MP12 RE 3 4] B w41
MiZR1H CD14 5 LBP fy45-4 7 48, NI BHIBr N 8 R 5
it v 5 I A L R 225 5

Pl 2 215734 TNF-oc 9 ARG 000 248 SR 36 B, i ik
AT LPS J5,LPS + MP12 4l fifigH 21 TNF-o ¥ FF 1 2%
i F LPS 4, WFsE &M, WEE R B )a, gl 4
TNF-ou B 7725 B0 SR U 32 3 2 il = e i e
W R i i D2 LPS/LBP & 459 45 ili v i
Y F I CD14 A5 A, i A 3l LPS Bk {5 45
o ARSLEEE R, MP12 G878 R0 il P 2 28 6 il
W WA A 3SR 2> TNF-o 97742, 254 1
i MP12 BELIKT PN 5 28 5 34 15 0 200 B A4 235 45 AR 800 4
Hr, MP12 15 53l o B P B g o2 i CD14 5 LBP (1)
EAAL, R RHIET T N B R W BUR 5 S, ik
FIHLNEFERMEM

PR 2 0 40 %) = B ERAL ] 2 Bl O s 1 4%
i SN, S B0 T P 9, 40 10 A RS 45 , T 7 | R A
V) S5 K e | ot Bl 9 H R SELBE it P 3 A SO 1l
e T 94 2 T 3% P A TR e A e 8 DR R AR A B 4 L
R A T R A/ ML A O T S 0 E M A AR AR
MiiE P FRATRT I A0 S R 45 SR B MP12 HLA
BELIRT PN 25 238 015 38 1, IR N f F A S B
W 41 3% L AR L S RE A R A o (LI R A W25
N7 2 75 LA AH R I DR AR 34 2 ARSI ER T
MP12 X P B Z M 2 i 453 495 A B A 4 235 BV 40 1)
SO X PaO, MIFET- SR BY5E 0, 25 R L0, 5 LPS 41
AHEE, LPS + MP12 25 5K BRI 7K i BH 8 sk 4, it [ iz 1
ARG, FP PR 20 AR B S ek 2 5 g BP0 o
Mrat R 7R, LPS + MP12 41 fii 20 405 BT 43 B i 4 T
LPS 41 (P <0.01) . Ji B 2522 1 ol 38 Sty K T g
DAY O, h ko S A 45 2R 3% B, MPI12
(5 mg/kg) fEfE 2455 ALL K B PaO,, LPS + MP12 4
K PaO, #{H KT 60 mmHg, & F ALL iZWibr#fE, 1
FAT A B AGFET LI 2H A4 25 SR i R 25 T MP12 Ffik
TSGR 72 h FET- AR 40% (8/20) , It F KT
PR ] LPS FET- WA H BB T % (15/20,75% )

Zi b, FRATT A T AR R BE 4R A5 9 1 4% LBP/
CD14 g5 57 sSARIUR (MP12) (367 N 35 2 M 2 el
PG A2 0 AT T B E . 45 SRR X 2 A
A5 LPS/LBP E & Wsa 44 & CD14 (A 240,
RERELIGT LPS 5 iyt | I 40 iy e 17 CD14 A9 254, I fig
B SR 3] LPS 15519 TNF-o 2330, HodT P 2 205 Mk
8 R PN B 2P S0P i 495 K R A 40 4R A g
J1 WA A S FET SR AR A R T ERATTGH
() ff1 3 A% LBP/CD14 75 PN 75 2 M 9 Sy B HAH ¢
PR IAE I, A 3o N8 Z P ALL/ARDS 42468 19
B ¥ S W

SE Lk

[1] Figueiredo M D, Salter C E, Hurley D J, et al. A comparison of e-
quine and bovine sera as sources of lipopolysaccharide-binding protein
activity in equine monocytes incubated with lipopolysaccharide[ J]. Vet
Immunol Immunopathol, 2008, 121(3/4) : 275 -280.

[2] Mollnes T E, Christiansen D, Brekke O L, et al. Hypothesis; combined
inhibition of complement and CDI4 as treatment regimen to attenuate the
inflammatory response[ J]. Adv Exp Med Biol, 2008, 632 253 —263.

[3] Genth-Zotz S, von-Haehling S, Bolger A P, et al. The anti-CD14 anti-
body IC14 suppresses ex vivo endotoxin stimulated tumor necrosis factor-
alpha in patients with chronic heart failure [ J]. Eur J Heart Fail,
2006, 8(4) : 366 -372.

[4] Branger J, Florquin S, Knapp S, et al. LPS-binding protein-deficient
mice have an impaired defense against Gram-negative but not Gram-
positive pneumonial J]. Int Immunol, 2004, 16(11): 1605 - 1611.

[5] Dunzendorfer S, Lee H K, Soldau K, et al. Toll-like receptor 4 func-

tions intracellularly in human coronary artery endothelial cells: roles of



o534 B 24 1 % =
2012 412 A 30 H

NN S
J Third  Mil

Vol. 34, No. 24

Med Univ Dec. 30 2012 2473

LBP and sCD14 in mediating LPS responses[ J]. FASEB J, 2004, 18
(10): 1117 - 1119.

[6] Arana-Mde J, Vallespi M G, Chinea G, et al. Inhibition of LPS-
responses by synthetic peptides derived from LBP associates with the a-
bility of the peptides to block LBP-LPS interaction[ J]. J Endotoxin
Res, 2003, 9(5): 281 -291.

(7] B, 25, R, & JR2WE 68 11/CD14 858 GLR W)L
SENL[T]. HEZEEIEFR, 2009, 31(7) : 565 -568.

[8] #E, Z8r, Ml , 5. =RIBZMWE G HEI/CDI4 25500 E
PURARSMT Y T R0 PE 0 LB ST [T, o I 5 1 e 9 2%
7%, 2008, 7(6): 435 -439, ¥ 2.

[9] Marcotorchino J, Romier B, Gouranton E, et al. Lycopene attenuates
LPS-induced TNF-a secretion in macrophages and inflammatory
markers in adipocytes exposed to macrophage-conditioned media[ J].
Mol Nutr Food Res, 2012, 56(5) : 725 -732.

[10] Higuchi Y, Kawakami S, Oka M, et al. Intravenous administration of

mannosylated cationic liposome/NFkappaB decoy complexes effective-
ly prevent LPS-induced cytokine production in a murine liver failure
model[ J]. FEBS Lett, 2006, 580(15) : 3706 —3714.

[11] Joh E H, Gu W, Kim D H. Echinocystic acid ameliorates lung in-
flammation in mice and alveolar macrophages by inhibiting the binding
of LPS to TLR4 in NF-kB and MAPK pathways [ J]. Biochem
Pharmacol, 2012, 84(3) . 331 —340.

[12] Raymondos K, Martin M U, Schmudlach T, et al. Early alveolar and
systemic mediator release in patients at different risks for ARDS after
multiple traumal J]. Injury, 2012, 43(2): 189 - 195.

[13] Syrja P, Saari S, Rajamaki M, et al. Pulmonary histopathology in
dalmatians with familial acute respiratory distress syndrome ( ARDS)
[J]. J Comp Pathol, 2009, 141(4) . 254 —259.

(Wr#5:2012-08-30 ;&[] :2012-10-11)

(/3 X %)

LG :1000-5404 (2012)24-2473-01

B4 Ok Ex & & A EZ B R BT

~

FRT NLZ AW, LE%

[SEA] ER E CI AT  HOT
[HEZESZES] R735.1 [X#EirERE] B

BB T ] A A PR R IR, 4 R e B i
IF Koy 45 T BORIEATIRYT (B2 R AL S 7 KOOy 19 235 R4
FHBCR o 1R PRI A AL T T T LA v 8 38 1) A 5 o
BEOIFCEEH W G R o FRATE o R B AT A
A T IRIG T B R, WSS 1 Ak, O O B T R
T 20 TP )52 i B[RS Ay 7 ) R R

1 wRSH®

1.1 REst%

PEFE2010 4F 1 2 2011 4 4 J AR B B S 8ok
SR R AT TR 60 B, 40 60 ~ 78 % R IR
P4r(KPS) =70, AT RIS T A HUR A JH8 CT. H 58
EHE AR R TS B A, ST R . #% 60 I B
TR o 2 A, A 20 30 481, e B4 17 ), Lok 13 4, b o
AR 72 A5 IR0 DA 9T 13 {51 TUB 39 10 5] 119 7 3], B
4130 i, HoA Bk 19 1, &tk 11 B, AR 70 55 I IR A
Wi WA 7 0 108 30912 6 399 10 3], 4 o — Ml R
PR, 2R TG EE X (P >0.05), IAHBFLRA=
AERETE TR YT , TRT AR I B L 22 B4R £ (600CD ) Y
6 MV X Z3R97 , 167 11X RS h Pinnacle v. 8. Om, 57 &
60 ~66 Gy/30 ~33 YK, 7RSS 1 JEIF a2
VISR R ALY (2 P92 BE25 mg/m’) ¥ 6 /., A 417
HIT T AR ORI, 10 ml, 5 H 3 R ERYTEEH ;B 4T
[T o ERYTATE 6 ~7 Ji . FERCTER 1 KA T 40

[EEEE] FHHE, E-mail: olxll@ 163. com

74N
[=]

TRE5ER

fr 60 Bl 2 EREm R 5 AT

(629000 PUJI| 35,38 72 1h Hoo B B i B

SERE B AR UK O 1 56 A S R DU RIS 10 88 5
BB T ST B (B B2
1.2 5 HF

TEIRITHT 1 d FAYTFEE S 1 d 2305 i it =0 Am B ASCAs: )
SMEML A CD3* CD4* .CD8* .CD4*/CD8* | NK 41y, 3% I
RECIST 1. 1 J7 RO ARAE, 6T 4R BED 6 D H R, 4G 8%
CT J BB A TN RL, 73 58 2 22 i (CR) (Ff 4> 22 (PR)
T (SD) Tk (PD) .
1.3 %y RFE

TSR YT RSN PEAN B o 2 B RTOG 1A IS5 52 vy -
FrUEFD RTOG/EORTC Ji5 1 ST S g ¥ b
1.4 %it5F oM

K SPSS 10. 0 Ge i AFE4T X K6 A1 Hotelling T2 K34

2 HR

2.1 SEAsAR

JBYTHI 2 4 CD3* .CD4* .CD8* .CD4*/CD8 " NK 4 Jits |-t
B, RRGH A TE X (F=1.685,P =0.516) . #J7)5 2 41
CD3" .CD4" CD8* .CD4"/CD8" NK 4} ik, % RA it
BEY(F=16.43,P=0.047), WF 1,

F1 BITRE2HEETHBITER NK HAELEE (n=30,x+5)
NK 4iiffd
27.99 £3.29

2153 CD3* CD4* CD8 * CD4+/CD8 *

A 58.62+3.42 37.69+4.53 26.47 +5.35

1.38 £0.15

BZH  55.37+4.45% 35.46 £3.58% 27.73 £4.18" 1.24+0.12° 25.36 £4.61%

a; P<0.05,5 A 4134z

(F3:2483 )



