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(HWE] HM PSSOk R A MR 2021 i CD200/CD200R (H3£ik, )i RAE B EILAR S
K BRI BEAE S PEAG 5 (ALL) #5780 6 36 N ERBENLS: R S Ml A AR TR 41, R4l i 8 .16.24 h 3 S WRER AT (A 15,
SPER A A B LC A BT AR T Z AR BB ] 55350 DVEF 20 %20 R BRE A I A B T s AT 3l bk L A< 53
Far i TL-4 it/ T o it Lo 5 il 20 U5 322 4, R A RT-PCR kA fifi 21 28 CD200/CD200R mRNA 23k | Ha52 FI3TF
KAt ZH 4t CD200/CD200R YR ik, 454  (DCD200/CD200R 1 &% mRNA FA 0L 214G A (B LA N
TR D E 4 RE B ERIR(P <0.05) 1 SN C 4L S5 MR X R F 4 R LB #2557 (P >0.05) ;B 43 A R E
FHETH(P<0.05),C 4148 BAHRIREE FTH(P <0.05) , Skt (5241 b5 75 1% 32 f&é CD200/CD200R )2 [ & mRNA %
W AR T ARXT BRALKOF A dLIF 25 5 Ge i 3 (P <0.05) s @Bk I T4 BT - A dLAEAH NG R D 418 1 35 22 5+
(P>0.05) ,B.CHEARNRA B EF 20 8 Z AR (P <0. 05 ) 5 2Pl 43 21 Wil 4 o 175 32 Jo& 20y ok ot 443 32 M R A1 D114
T A HBAHNXT IR D HTo i 25 5% (P >0.05) ,B.C ABAM X IR EF 4 5275 (P <0.05) , 2 PEH 0 475 20 bl 4 95
THHE R T4 W B2 BTG N, 25 S A G2 L (P <0.05) s @R/ T Bt b . A 2B XS B D 41 JE % 22 5% (P >
0.05) ,B.C FAHN X IR EF 24 T (P <0.05) , 2 M5 05 41 Bl 2 9 15 1 J AN/ T o ot L S v, 22 A e it
2R (P <0.05) 5 Jifi 2 295 AR A« 201 it 45 490 2L Bt o 5 a2 e, o L2 Ak 8 7 in . IR T AR AL FE A AR AL N ] I
g8 SRR R BUII414 CD200/CD200R £ 1 &% mRNA HHIRGERRAIL, 2 24 h Ik E BRF-AUKF, IL4 25
FrE ks, S 55 208 RO, #87% CD200/CD200R 25 Mesie ALL
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Expression profiles of CD200/CD200R in rat septic acute lung injury

Liu Hongyun, Wang Jianchun (Institute of Respiratory Diseases, Xinqiao Hospital, Third Military Medical University, Chongqing,
400037, China)

[ Abstract | Objective To investigate the expression of CD200/CD200R in septic acute lung injury in
rats. Methods  Thirty-six Wistar rats were randomly divided into the sepsis group and sham-operation control
group. Sepsis was induced by cecal ligation and perforation. Rats of the 2 groups were respectively sacrificed in
8, 16, and 24 h respectively after model establishment. Blood samples were collected from the abdominal artery
of rats for blood gas analysis. Tissues from lung of rats were embedded for histological analysis, and wet/dry
weight. The serum level of IL-4 were determined by ELISA. The expression of CD200/CD200R in the lung
tissue at mRNA and protein levels was measured by RT-PCR and Western blotting. Results CD200/CD200R
expression at mRNA and protein levels was significantly lower in septic acute lung injury group than in control
group in 8 and 16 h after injury (P <0.05), but not in 24 h (P >0.05). In septic acute lung injury group,
the levels were highest in 24 h, followed by those in 16 h and in 8 h (both P <0.05). The highest levels in
24 h were then decreased gradually to the levels of sham-operation control. Arterial blood gas analysis showed
there was no significant in partial pressure of oxygen in 8 h between the 2 groups. The pressures in 16 and 24 h
were respectively higher in septic acute lung injury group than in control group (P <0.05). As the disease
progressed, the pressure of oxygen was reduced gradually in septic acute lung injury group. There was no signif-
icant difference in IL-4 level at 8 h between septic acute lung injury group and control group. IL4 level was
higher in 16 and 24 h in septic acute lung injury group than control group (P <0.05), which became higher

with progress of the disease. There was no significant difference in lung wet/dry weight ratio in 8 h between
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septic acute lung injury group and control group. ratio was higher in 16 and 24 h in septic acute lung injury

group than control group (P <0.05), which was increased with the progression of the disease (P <0.05).

The pathological damage of septic acute lung injury group became severe with the disease progression, but no

such change was found in the control group. Conclusion

Expression of CD200/CD200R at mRNA and

protein levels is decreased in the lung in rats at early stage of septic acute lung injury, and then restore to the

levels of control group. CD200/CD200R is involved in the progression of septic acute lung injury.
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CD200 J& T I 4 o At i, 2 — ol 200 e 5 1 3255
R, H5HAZK CD200R )8 T e 3k i B A
J%,CD200 KA %) 1z, CD200R = 23 1k T 4 & 4
WL, A W5 A IR A B AR S AT DAAR 38 0 i A =
R AT A 200 M5, il 2R 5 A B AR 40 e PR - P R
AT RAARR 9 A S, o M U8 e , 78 ) B S e
SR P E AR FIESE T . Ak (acute lung
injury , ALL) [ 2 51 2 A S I, 38417 B 78 1 i 55 &
W, ZRRIE AN RAEN TS5 ALL B9 &9 , LR I
PERIRA AT RES 5 ALY 2RI 38 25 Gk (acute
respiratory distress syndrome, ARDS) [ %95, J ik,
ASHE 5% 38 1o W22 A [a] B[] 5 CD200/CD200R mRNA
SR TR IR BT i 473 K BRUIH 20 4 () 638 L RAE
Ao BRI, AR it 2 205 3L ek A, 925 4R35 €D200/
CD200R 2752 5 MR HOR B ALL 19 5 P45

1 HRSH®

1.1 ##

FE R HE G550 dpis B Be s SRR A, 114 35058
&0 AR, DEPC W B B[R #), Tris s ( =75 H 32
) (Ab 5t Ah ), Rever Tre Ace-a-ii 5% 5% i ) & 0 A
TOYOBO /3] ,PCR System 9700 i) H Applied Biosy Stems,2 x
Taq PCR Master Mix Ity H Jt. 50 KAR 7] ,50 bp Maker It 5 b 58
FARw],CD200, CD200R 5| #) i i A LA ) TRREAR A
A, CD200, CD200R —37% (26 [ Invitrogen /A 7)) , 441 &5
FEBGAF & BB EGbRIC 1L SE B % .GAPDH 2 si B bt 14
¥ B At AR AR R A B, BT ARG S BTl A
W B %5 2 K28 Tl BeyoECL plus (G ECL Al 27 K610 &) 1
BV B RAEYHARG R AT
1.2 shdhna 5 HAH &

SD R 36 H, (R T i 180 ~200 g (5 =% PR KA RKIFIE
B BF I APEIF I B SE e s vh D AR L) MEMEAS 4, i BR B BIL
e 2k 36 HOR B3 B R It 6 0 20 AR T AR 2, f i 3
A WREEEF ] 45 :8 .16 24 h, 241 A B.C 4, BF AR
Y5 ZARXS IS ) R4 504 D E F 41, K BUMRRERE A R
A na L LB TR, R 1% R HZ 40 40 mg/kg
FREESS R I B B U0 10, B E, TH 3, IR E & U

2 em B EH RS, G5 FLIELARER, DL 12 S5 L7 5 WK o i 3
LG K B AL E ik B, 58 G D) O, 8 R
B, SR BRSBTS B, A BRCRD, TZE AR Y B ] R
Il CRAEZN KA FLLLR s R T AR A BRAGEFL Al A PIBR
HIAAh, A B R e dERE 4L
1.3 HAMKERLRE

TEAF N 4 B (1] 0 22 M6 3 3l BB T 3 ik i <43 114
AT, Bty 2E 200 e e/ B o B OB Mt 2 2R A A Ak K
R A2 28 CD200/ CD200R 25 [ J mRNA, 3 B/INER 43 fili 41
LR - 80 CUKFHIRAE , XL 5 mg [ZHE T4 10% pi:
R, T HE 30 208 3 3 kB 5 ml, #53 FF 3
Pk il =53, ¥ 43 FF TL4 fail
1.4 RT-PCR #-m A2 22 CD200/CD200R mRNA £:A

filiZH 218 CD200/CD200R mRNA & £ % Al RT-PCR 7 iE#:
T, BUiZHZR 50 mg, {f ] Trizol ( 32 [F] Invitrogen 24 W] ™= i) £
B RNA, 05 S it eDNA, 547 PCR X H 9 2 #1747 e
CD200 ,CD200R 5| ¥ gy I ¥ A4 1AW TR 4 R 28 A\l & .
CD200 51¥ )% %) . FiiF 5'-TCTCTCCACCTACAGCC-3", FiiF 5'-
GCTGGATTACAACCCCAT-3" , § 4 7=4 4 220 bp, CD200R 7|
W %). b iE 5'-GCACCAGACTTAGAATCACC-3', T iiF 5'-
AAAGGTACTCTCCGAAGCTC-3" 477 1) % 250 bp; 1 Il 47 A<
BB 3 AT, A H A 3 K, & A4k CD200, CD200R KA
{5 AHR NS LA B-actin 1E A RHE,
1.5 Western blot #| Afi2H 2% CD200/CD200R & & %k

BHR BRI IFHEER AP RAF B0 1 g JFHAET
4 ml B0 513 )5 VK 20 min, 28 4 °C (12 000 r/min &0
20 min, B R DIWREE S , SR A& WA M. il 45 SDS-PAGE
BERE, BAL AL 40 g HEATHTK, R B R B R R
PVDF Ji |-, CD200 &[4 :300 mA J&4% 30 min, ¥ PVDF R A
5% AR =W A 2 h JE 4B A CD200 HiiA(1:100)
Bt GAPDH HiifA& (1:5 000) By HifAH B 4 Cadi, A
TBST P 3 WK, FIK 5 min, J5 A 80 (BAR BEAR 0 1L 3P0
#1,1:5 000) ZEUER 1 h, TBST 1% 3 ¥k, 450k S min, Jf] ECL {L
2 RIGERIN CD200 25 1 Y 35K P CD200R £ [ :300 mA
%% 40 min ¥ PVDF A 5% BEIEWIR h 3 B2 h )543
AIIA CD200R LA (1: 500) Je bt GAPDH $ifA& (1: 5 000) 1)
B RS T 4 Cad 1k, TBST Pk 3 1K, BK 5 min, J5A
ZHi(HUAREEPRIC L E A, 125 000) =R E 1 h, TBST Pk
3 YA S min, i ECL L2 % 5% I CD200 . CD200R 28 14
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MK o BSR4 1A, ] Tmage Pro Plus 10. 0 %
UG AT 4T , LA TR —A5 48 GAPDH 7= 45638 BE(EAE N 2,
KR4 [ HE A BOCE A, 1A X (HHE = HARE
IR0 B/ GAPDH K98 ) THF AR
1.6 AL % F UK Fh Rk A A7 L4 4] A
R/ FREL

WU SR W7 4T HE Ye o5 I 5 3h i i, 7 100 <,
SAMEASCREI Bl ik 1 443 S 5 I Ao MU : TL-1620( 2 ) o, 7E
HERE B s M E B0 KR 1,4 °C IR 250> (3 000 /min) , /35
HIL K, 39 R TL-4 ELISA i 12 500) £ 150 I 45 05 A7 K600 5 BB 41
UM IFRBE G, B A 80 CH IR #4448 h J5 HUH Fr T i
i, HEN TR,
1.7 %tz

K SPSS 13. 0 X8 s AT 4387, BB« = s RoR, 41
R A ¢ ke

2 #R

2.1 AR4a22 CD200/CD200R mRNA £ ik

S5 R ER JiZHZ CD200 mRNA Ik 1E ML : SUPEIif {5 A
B AN D E 1% B 33k B FEAIR (P < 0. 05) , i S fili
s C A S5XTHEAL F AR BB E 227 (P >0.05) ;B 414w A
HFRBEFR (P <0.05), CAHAK BARBBEH R (P <
0.05) , RIVBit 5 9 15 20F & , @Ml 45 41 CD200/ CD200R mRNA
FARBEIE BIEHE K BRFARUAZ MRS LB EEF (P>
0.05) ; CD200R mRNA Fik: 2 flifii 45 A B 243 AH M D E
YIXT BT F3k B ERR AN (P <0.05) T 2tk Ml 461 475 C 4155 % IR
HFHARKRIEEFEZE(P>0.05) ;B 4K A HERKEET
(P<0.05),C 40%; B KB WETH R (P <0.05) , R BE R 1H
R, SR 4H CD200/CD200R mRNA ik & #ifk & 2 1E
WA B FARUZMFA LR EZEH(P>0.05) (E 1),

M 1 2 3 4 5 6

600 bp— =3

%88 {}B: «<—CD200R(250 bp)

M:A474 ;1 ~6:A ~F 41;A.CD200;B:CD200R ; C: B-actin
1 RT-PCR #ill%& £ CD200 .CD200R mRNA % ix
2.2 AfzE27 CD200/CD200R % & %3k
SPEMiHifs A B BT D E 4 E kB ERI(P <
0.05),MAaMEMfHifG CHEXNBMFALBLEEZER (P>

0.05) ;B 2% A HRIB B ETHR (P <0.05) ,C 4HE B 43Kk
BETHE (P <0.05) , RIFfFE o 17 25 )88 , Sk il i 475 245 CD200/
CD200R # HFRBBHTIRE Z1EH K F BT AR Z ) Rk T
RS (P >0.05) ; CD200R & 45k SEMmHifs A B 4
B D E HER R ERR(P <0.05) Mz tEiiiifh C 45
X F 2 HCAOCE 22 5% (P >0.05) B 40 A 4R K R E T}
5 (P <0.05),C 415z B 41RIK BETHE (P <0.05) , EEH 1
PR, SRR 41 CD200/ CD200R £ 38 B Wi Ik &= 28 1E
I R TFARA Z [BIFRIE T % 22 5 (P >0.05) il TR 2 18]
FIBILWEESF(P>0.05) (E12),

«—CD200[(41~47)x10]
«—GAPDH(37x10°)

«CD200R[( 60~80)x107]
—GAPDH(37x10%)

1~3: 2 MMM 8.16.24 h 41;4 ~6. 1 F K 8.16.24 h 41,
A.CD200;B.CD200R
E 2 Western blot # il 4H CD200 ,CD200R & [ %%

2.3 MALIRE LA

Je5 T RN L HE Gt SoM il 47528 T 0L -8 h fii vl it
T it e f T D A6 ek £ 20 B B RAE AN IR 5 16 h SEAE 0 iR
T — 3G, B 08 TS0 KM, i O BE RS IR, It 2H 2R 454 8%
524 h flE]EES K a0 B S, 8 A0 R R R, Al
(i) e B, I Y B e DR T ™ IR T A 2 i ) 5t ) L2 R
RIS , e BE SR B O IR E N B (K 3) o
2.4 dAGHTER

A B.C 2H 3 kit 5 43 Hs w0 25 28 43 531 2 (84.8 £ 1.9) |
(76.6 £2.93) (72.97 £1.27)mmHg; D E F 2414354 (85.2 =
0.4) .(84.7%2.39) (87.92 £7.56) mmHg, ZMENGH1 A 20
BRI IR D 2R 1M 50 R BTG i 35 22 5 (P > 0. 05) , i
11455 B .C LEAHN XTI E F 41 5 FEK (P <0. 05) 5 2t il 15
Pr2H W I 22 TR , 2 K i 4843 e iR AIG, 22 R Ge it 2 B L
(P<0.05) ;R FARUAZM I WEZEF(P>0.05),

2.5 MR/ TREWRER

A B, C 4 il 2H 2118/ o3 4 45 R 40 0 oy (2. 528 +
0.169) .(2.681 £0.095) . (2.836 +0. 12) ;D E.F 204> 5K
(2.551 £0.149) . (2.378 £0.196) .(2.407 +0.222) ; 2Pl i
P5 A LHEARN X B D 2170 1 35 22 53 (P > 0. 05) , 2R il it s
B .C ALHBAHNIX B E F 2 T (P <0.05) 5 2Ll i 41
R 17 1A, i i/ T i L i s i, 25 57 Gt i L (P <
0.05) I FRHZ ML BEZER(P>0.05),

2.6 TL4 #m 4 %

A B .C 20 T4 ¥k BRI 25 5 53 5]y« (59. 445 £1.401) |
(105.391 +2.922) . (213.248 +15.391); D . E.F 414> % K
(43.3528 +6.2167) . (68.169 +5.135) (71.716 £0.919) , &
PRI A dLECHH ST ER D A R R #2557 (P >0.05) , APk
f5 B.C ALACHAR T 8 B F 21 5 T4 (P <0.05) , 2Pkl
1 2H B 17 1 e, TL-4 Vi 2 B Wi 3 0, 25 57 A Gt 2@ L (P <
0.05), FARAZNILREZER(P>0.05),
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AB.C: &M 44 8,16 .24 h 48;D E F: 455K 8,16 24 h 41
3 RAMALZRENRZ (HE x100)

3 itig

ALL 28 L5 85 200E , HRFIE D < R B 40 10487 38 35
PRI TN K ™ F (1A 4 AT A ILRE 5 501 i 38 8 L 7K
L ALL BRI LR R 2 AR A T I R B, BT
REF WA, RIER Y KA, S EHAR G 2E D 6E
ZEHLAN 42 40, T S B AIL [ & 4200
CD200/CD200R 1 & A H.AE H 2 50U Gz 97 1, 711
TIBEREANMITS L, SR R BRI Y. 4
F CD200-Fe ( g4 1) 8¢ CD200R #.47t (0X110) #%
1 CD200R,, & 3 AT I 4/ )N B4 44 o o ATt P ¢ P
YR INF-y [TNF 43300 /0 . s A #2278 CD200/
CD200R 7E37 b 75 14 2 A v, %o A B 1) 4R i 4 41 2L
A S ARSI SR A FL LR S R
SR BERE B 2 MR R A AR S IS 2 Ml 458 A B
Jili4 41 CD200/CD200R % [ & H: mRNA ik 284k,
PRI CD200/CD200R J& 152 5 Hesgie 2 R4 .

ARSI A RN QR AL KRR 8 h Bl ik i
A0 TR R R/ R i 3G 0 il 2H 2 9 0 40 R
T 1 Jit v B 34 JEE 3 B 2 M I 4 P B R A il 2y .
it 473 20 K B 2640 CD200/CD200R Jz H: mRNA 3
IKTE 8 (16 h I 2EREAR, 24 h WK 2 AH R BRAT K,
L4 ¥ B 2R T, HILAI A < 1B K BB PN Bz 4 i 5
AR CD2007 ') CD200R mRNA & %35 T Ak iy
TH2 4 it E AR AR 20K 40 L, Jife 250 SO 41 21 R
i 240 LIV M PN R A S R e 2k, CD200 3K 2
TR RAE SN BETINEE , LR P IL4 i %,

Ilfa PRAFE ST 2.7 SIRS [ ARDS & I K TL-4 ¥k i 3435
hn, SRR X A A B 2% 5, H ARDS 35 ¢ SIRS
T4 s B B TL4 fEIE KR TH
YAk TH2 BUAH G, R 98 Thl 4 6 Y A B, 30
TNF-o IL-18 FFIAR 2R E2 1A B, R AT A e 53 TR -
kB (NF-kB) (1) 4% 5 % M, 90> RAE A L0 7= A=, 1L4
HE1 S CD200 % 4 &% CD200R mRNA k!, CD200
FEIRIG AL HE T 400055 N Bz A =2 fe] IR 4
R F-43- UG Jin, TP 98 5E S B o B A CD200: Fe 7
P9 A RERRAIR AL BP0 1) e A R I SRAR R AL 845 55
()RR ARG B 48 & A 1) 7 B A U A5 TG i R 3
AR IR R T GE R L U B B R BE I
K Bk B8R CD200/CD200R %6 14 & H: mRNA k& &
X B TF- AR LK, S Bl 0 9 B 9 R o B (5 4

A 5% MEE 117K F- 22 mRNA 7K - W88 CD200/
CD200R 7 M Jifi 53 475 b i 32 35 42 4k, §iF 5% CD200/
CD200R 25 1 2ttt k4 kg, HAHBAE R
AEIN I JAE SN, BEAR AT 2 245495 , ot P i 4 Ml 4
SURLRAPVER, R 2RI 03 IR 7 SR AL T B A A5
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SRR YR RIT IR AN E KA EE 1 51

oo, E R, ZEN
[RER]  HIEEC; M g A7
[REZESES] RI34.2 [ XXEtFrER] B

T AR e A 3 B AR A TR 7 52 A i 2 TR Ut 490 11 77) ( EGFR-
TKI) , R A5 5 R ISR 1 AR/ N i35 ( non-small cell
lung cancer, NSCLC) ¥ [a1 254, H i, W17 38, EGFR-TKIs —
LR Y7 EGFR 2872 (i i 1 NSLCLC g2 vp o JC i J& A A7 3
(PFS) 2iA%] 9 ~10 M J, BAEAFENE] (0S) 3k 2 4E L) b RIAH
AT 4irs — & R U ERy7, BB 3R 4R W 2 EGFR 278 i
FH L RAVAI OIS AR R 4E R T TR 8 AR I
B BRI .

1 IR

A AR 5,63 %, 2004 4E 6 A1) E I R A I
BT 4R KBRS, &I RS W RS R 6 A 8 H
Ja s CT K R IA T 3.3 em x2.5 em (IR (& 1A) , &
B i iz Wy il B , B2 22 R It AR AR R R AL IV
W 26 AR PO S AR AL ST, 20 Bl AL 4 /)
H2.3emx1.5 em( & 1B), 45/ 30. 3% , J7 %K #8557 fid
(RECIST $rif) . A 2004 4 10 A 26 HIFih H k& &S
250 mg/d A4 (CAFE 8 4F) , A2 F Ikt IS R &2 3 4
HIGRIA 2.3 em x 1.5 em A 2P 4E 50 K5 (K] 1C) I 0152
BTSRRI (B 1D) . HETTLMIE R Z MR INESR,
AT B A N .
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AT AGB AT 6 NG, CoEEHRETIAMA;D:FEH
RE T 8
E1 EBUREEESTIEERETISETERE CT kMU

e et B L A A R, R T R Je S P B R

WIS L filisEE i) 85% Sy NSCLC, M id £ NSCLC % wt

LR R, K5 T TARBLS WX 28 M INSCLC 1L 58
(T #1500 T1)



