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The relationship between the level of serum ICAM,ALCAM,VCAM and PECAM-1 in
elderly patients with type 2 diabetes mellitus combined with acute cerebral infarction and its clinical significance
Liu Chunmiao , Zhou Yanhui®
(Department of Neurology , Haikou People’s Hospital s Haikou, Hainan 570208 ,China)

[Abstract] Objective To study relationship between the level of serum ICAM, ALCAM, VCAM and PECAM-1 in elderly
patients with type 2 diabetes mellitus combined with acute cerebral infarction and its meaning. Methods From July 2014 to Decem-
ber 2015,60 patients with type 2 diabetes mellitus complicated with acute cerebral infarction were chosen as the research object.
They were divided into three groups according to severity of atherosclerosis:no plaque in 11 cases,22 cases of stable plaques and
unstable plaque 27 cases. 40 cases with acute cerebral infarction patients and 40 cases of patients with type 2 diabetes were selected
as a disease control;and other 40 healthy subjects were selected as healthy controls. ELISA were used to detect ICAM, ALCAM,
VCAM and PECAM 1 level. Neural function evaluation was made by the U. S national institutes of health stroke scale (NIHSS).
Results The ICAM, ALCAM, VCAM, PECAM 1 level in diabetic cerebral infarction group were higher than the other three
groups, the difference was statistically significant (P<C0. 05) , while those of cerebral infarction group and diabetes group were high-
er than the control group,the difference was statistically significant (P<C0. 05) ,and those of cerebral infarction group and diabetes
group has no statistical significance (P>>0. 05). NIHSS score of diabetic cerebral infarction patients was (7. 39+1. 72) , which was
higher than that of patients with cerebral infarction group (5.33+1. 49) ,the difference was statistically significant (¢=4. 376, P=
0.019,P<C0.05). The serum ICAM, ALCAM,VCAM,PECAM 1 level of diabetic cerebral infarction patients was a positively cor-
related with NIHSS score (r=0.559,P=0.007;r=0.619,P=0.000;r=0.421,P=0.018;r=0.451,P=0. 007). With diabetic
cerebral infarction is aggravating, the severity of carotid plaques in patients with serum ICAM, ALCAM,VCAM,PECAM-1 level is
on the rise (P<C0. 05). Conclusion ICAM,ALCAM,VCAM,.PECAM-1 levels in peripheral blood serum of patients with type 2 di-
abetes mellitus complicated with acute cerebral infarction have an abnormal increase,and ICAM, ALCAM, VCAM,PECAM-1 level
is closely related to the neurologic deficits and the severity of carotid artery plaque of type 2 diabetes mellitus complicated with acute
cerebral infarction patients.

[Key words| diabetes mellitus,type 2;acute cerebral infarction;endothelial cell function;nerve function;carotid artery plaque

B2 v 2 0 AL AL 2 B B TRATIE R S S DU AR THE R R D00 G I 9 R L R 3k 3. 5% DL b i T A
g, mwz%%ﬁﬁmazlmm‘aggs;swml dﬁ‘%@ﬁ%%ﬁimm% 2 T IR 3
B I, SO R o o 0 ol J 2 kel a0 i 1 e L g R R L N

rxanenn s« AAAAARAEIUH D EHCOMe 2



1058

2 it 3y R 25 L X S s Ty e 2k A 48 Ry 2 BB PR O Kk S bk A
%kﬁﬁ@i%fihl%‘?“% 211 5 B 23 -1 (ICAMD 3% 4k 5
i A 40 Bt 26 B 53 CALCAMD | I35 40 i 385 Bt 43 F-1 (VCAMD |
ML /N P B2 4B B 4 F-1(PECAM-D $5 45 # BB I 4 T 5
IR B3 5 5 B 4l B T BE L 4 M R I L B R O RO
IS AR S A 2 TR RS & e i BT R 1M 3
i ICAM,ALCAM,VCAM . PECAM-1 (7K, & & ¥ 35 1L 35
ICAM,ALCAM,VCAM PECAM-1 /K -5 2 R BRI 3 & &
A i AT BT 2B A 48 ) R At % S sl Bk BB T AR R .
1 #BRGHE
1.1 Rl B4 2014 45 7 J & 2015 4 12 JJ g A Bt
Ze BRI 60 ] 2 RS PR I K M AR IE G2 KA S
ﬂﬁx#ﬂs[ﬁ])%%‘M%%Jﬁ%ﬁ?iﬁmﬁ%éﬂ,Eﬂi@ 51~80 % ,F
Y170, 1407, 2) % g4 R (147, 4416, 2) mm Hg, 87K E K
(87.749.5) mm Hg, & $F 7] 4 A< B o va i 5 4 2 fiﬂu)rﬁ
BER A 40 B4R R A FE 4 L F- 2 4R 3% (68, 926, 8) & I i Ik
J3(147.1415.8) mm Hg, & 5 K 4 (86. 8 =8. 5) mm Hg; %k
B [F) A 1 A BE A 3 1 B Al 2 BB PR R A 40 AR R B PR
20 P AR (68, 5426.3) %, L4 i Oy (147, 44215, 6) mm
Hg, &73K K # (86. 44-8. 2) mm Hg; 3645 [7] 9 7E 2% [ 14 K6 11 feie
R 40 B AT BRAL, F- 38 Ry (67. 425, ) & I Hi I
S (145.7+11. 9 mm Hg, & 5 A (91.4£10. ) mm Hg. #l
PR3 1 25 i A5 BC AL i AT BE 4L W PR 9 401 fede R of 4 i AR et
A E BTG E L (P>0.05), B . AHFR%
AHBEZZANFE D IR AT R SdAtmd . WA
PRl 75 A 2 TR R R 2 WiAm D0, (D A BRI, 7 2
Fifi ML LB K F 8045 F 11. 1 mmol/L. (2) %5 I il % K F ok 45 F
7.0 mmol/L, % RSB EX WED 8 h HLEMEHEA, (O
kA % B it 3 COGTT)Y B 2 h o B K F e 55 F 11,1
OGTT {38k+ WHO ZREAT . WA E PR R AE Bk
MAa Lkt — B E XA R 1)3?6“‘3 Rz —
RS W R DR . A SE S AR . (D R B A B (2
A i 2w ) A B R 3R 5 (3D 22 0 B Bl i A MR 5 (4 31E)
Jik % B8 A0 CER0O A 8h ik 2 Gt A R PROFAAE 5 (5) B 252 ol i
WL — A B a5 (60 Ak B CT 8t MRT Ky 25 . HEBR A5 1k -
WM BRI AR IA R VR I R M S A TR
25 A s R 57 R 1 B HE BR TE S
1.2 ik
1.2.1 J5ik
7 ,7.5~1.2 MHz, il
P IS J5E B2 O

mmol/L.,

15 ik KA . SR B HP-8500GP #1% 4 i
I\ajjkaﬂﬁdﬂ}zjﬂgf;,Ex,FL%ﬁj{ﬁo
B B K Y BE P R R EE R T 1.2 mm BRSO

FHREZ 2017 53 A% 46 5% 8

Pk REREAL . AR B BOGRAERE AL BB R S R E B
FI N BEBE Lt B 5 AT € T BT B 32 SR O BB L 5t 9 A
BE He AR A BE
1.2.2 ﬁzbk% ME= THRE MR ER KN 4 mL; iR
FRASLA 1 500 r/min B0 10 min J5 B E .
1.2.3  $EFR AR SR A OBUBE e 0 v il K fo 2E R T IR 56
(ELISA) #: i) ICAM, ALCAM,VCAM ,PECAM-1 245 %5, 1%
IR A CRW) & YR B A R A A 424k, A JF 22 Lab-
systems £ 7 1] Muhiskan MK 3 [ #75 {3 . & I 48 45 79 0% O BE
18, FE22 47 o il 2831 ICAM, ALCAM, VCAM, PECAM-1
SEHRAR IR B .
1.2.4 WETEETEAL RS E S T A B 46 b i 3 (NTH-
SS)TF & 3 d Bf AT & T REPEAR .
1.3 SEil2ab ¥ R SPSS16. 0 3K 44 47 4B i1 ik B k)
AT T 2253 B - LI T G LR T SNK (@) 5 3R ] Pearson £3;
B AT A A0 b . DL P<<0.05 M ZERALGITH#E L,
2 & ®
2.1 4 4% ICAM, ALCAM, VCAM ,PECAM-1 7k 3 [ &
B BR 9% I &% ki A 5 41 ICAM, ALCAM, VCAM, PECAM-1
KOF e FHAL 3 41, 25 5 G i 2 3 L (P<C0. 05) 5 1 fiti 4% 5E
4 B RHR 4l ICAM, ALCAM, VCAM . PECAM-1 7K F £ F fit
BEXT IR ZH 2% 5 e i 2 25 L (P<<0. 05) 5 Jiji 15 56 25 W IR 96 41
ICAM,ALCAM, VCAM,PECAM-1 /K ¥ [ 45, 22 5 TG4t
B (P>0.05), %1,
2.2 OHEPRWE I RN BE 2 R A 4 AR 2 R 4 ) R BT A
FOAE OB IR O Kk I A BE SR A NTHSS 343 (7. 391 1. 72) 43,
BT A R (5. 33+ 14D, BER AR ¥ E L =
4.376,P<C0.05),
2.3 HER N IF & M AR FE 4 R E i ICAM. ALCAM,
VCAM,PECAM-1 7k 5 NIHSS 343 B8 %t 8 R 9% o
%W BE R 3 1M 5 ICAM ., ALCAM, VCAM ., PECAM-1 7K F
5 NIHSS 3433 5 1 #8 5¢ (r=10. 559.,0. 619,0. 421,0. 451,
P<C0.05),
2.4 BEIREIE K WG AR SE 4 BB E m W ICAM, ALCAM,
VCAM,PECAM-1 K- 5 #ish Ik BEBR S R 60 fi] 2 T IR
I I R Sk AR BB JR 3 v i B Ik ok A S A ™ R R B OAS ) 43
o TP 11 6] AR e BB 22 ] R BEER 27 Il (B &R
K2 . B & Wl DRI 1 & A% BT 58 38 391 5 Bk 3 e ™ o 7 g
BN . 175 ICAM, ALCAM, VCAM,PECAM-1 /K & 7t
HH(P<<0.05), L3 2,

x1 4 HME ICAM,ALCAM,VCAM . PECAM-1 7k E Lk 8 (z+s,ng/mL)

21 5 n ICAM ALCAM VCAM PECAM-1
BRI R i BESE . 60 928.2421.5" % 995.1425.7% 1398.6429.1"% 1006.2432.6"*
i 4% E 241 40 472.2+16.7" 569.94+21.7" 982. 4424, 2~ 496.9429. 8
B IR 9 21 40 461.5+14. 8" 539.6+20.9" 967.8+24.0" 478.5+28.1~
fele e Xt BR 2 40 286.7+12.6 296.4+14.8 521.7+21.9 369. 8+26.2
F 69. 37 71. 36 50. 62 74.58

—
P omn 0. 000

A\ 4 I |

1 P<0. 05, 5 fg ffe o B4 b A s = 5 figi A

BRI AL A

WWW. adultpdf.com



FREZ 2017 53 A% 46 5% 8

1059

k2 3 4AMmiE ICAM,ALCAM,VCAM PECAM-1 7k E b8 (T+s,ng/mL)

26 5 n ICAM ALCAM VCAM PECAM-1
AR BE Y4l 27 1139.2+56.5" 7 1203.4+49.8" 4 1415.8+62.3" ¢ 1198.5+45. 7%
FaE BEHe 2 22 588.1419.5" 702. 4424, 3" 112.8425.6* 702.4429.1%
ToBE 4 11 416.1£16.5 508.6+21.2 915.3+23.8 401.7428.2

F 50. 38 42.61 50. 31 60.18

P 0. 000 0. 000 0. 000 0. 000

* . P<C0.05, 5 0BEHL A L #2: # . P<<0. 05, 5 RasE a4 L4

3 it e

IR R BE RO 22 KB 5K B PR RR R R A AR BT 1 XU
W R TAERR IR R (A 2~4 DN 46 4y 7K
T TE IS PN 200 i 2 R 1 1 4 b ot AR 00 1 R A
ICAM.ALCAM ., VCAM .PECAM-1 %A fk#5 45 . ICAM,AL-
CAM,VCAM PECAM-1 4541 Jitl 7 fh 43 5 58 168 75 20 i =2 T[] 11
FE S AE A BT 0 32 78 e BB 23 1 S 09 S92 s I b e T AR
A, Wang SRR R B, ICAM-1 2 5 7 568 .0 9% /)
B f 88 2 . Hooker 2512 i 3% % . ALCAM, VCAM,
PECAM-1 %548 b5 A 8 17 8 28 BRI 75 1l . G0 5 N o 72 1 A
A RAB R HL AR 3 Rl Gao M) Kim 25599 1y BF 5% & B .
ICAM,ALCAM,VCAM ,PECAM-1 %45 f7 32 %238 5 0 ] NF-
«B 75 Bl 76 400 22 18] (0 15 F R E A J5E 1 3 4% e B B oy 7
5009 G I R R AR A . {8 B R B 5T R X ICAML, AL-
CAM,VCAM . PECAM-1 4548 b7 5 i PR 95 #1 i 4 3 06 3R 47
BT, AR E BRI LE R R 2 B IR K b i At R S
BFHNE I h ICAM, ALCAM, VCAM, PECAM-1 % 48 47 11
I K SR A Bl 2 OB DR 5 N S A AT R B f R B
YIAFAE 5 8 . 2 BUMR IR 1 & 201k il A8 38 J8 3 i ICAM,
ALCAM,VCAM,PECAM-1 £ 7 B % FF /& . 1 ICAM, AL-
CAM,VCAM PECAM-1 4545 ¥ 76 AL 14 1fi % P9 Bz 200 Mt 2 g 1Y
Herrhl —EE M. AR ES R R U], 2 RURE IR IE & 2Pk
TRFE (835 77 76 — o T2 B 0 P 5 40 ML 2 RB 25 L. iX 5 Helbok
TR BT A R — 5. i Helbok MV RIE L AL B S
PR3 WA o T 1L A8 58 15 22 W R R I AR M S I X i g
SN A O s P B2 4 i D e 35 L WD AR AL AR R RE I AR B 1 0
R diaeyZE AL, Wik, #E ICAM,ALCAM, VCAM, PE-
CAM-1 85 b4 bl ook 5 | 62 P Bz 2 e 25 AL #F 177 2 3 2 OB IR
9o I R 2 I AR B S8 A S AR R T X S T e Ok L O B &
Z 577 2 TR RIE I K 2 i A A 1 R

ABEGE IR R F NTHSS 3743 % 2 BUBE 9% 1 & 20H: i 1 58
BE AT AR PR . TRR A R R, 2 BB IR T & A
PERAEFEARE 3 d I NIHSS 345 5 T 80 4l [l 45 58 8 3% . £ W)
2 RUBE BRI I & 2P T AR B JB A M2 1 g 32 5 EE T B 4l i AR
BEHE . AR ST IR LR L2 TR PR 3T A 2 iR A AT R
% ICAM,ALCAM,VCAM,PECAM-1 /K 5 NIHSS 4} #)
RIEMIE, FEW ICAM,ALCAM,VCAM ,PECAM-1 K5 2
TUME PRI I K 20 o A BE A8 35 i 22 D BB AN AR G . 33X 15 A0 56 3L
R R 2 R 8

AT 5 IR X AN [ ™ 2 AR 4 )y Bk B ER 0 2 U DR 9 O R
ZpE R A BE B 1 ICAM, ALCAM, VCAM , PECAM-1 /K ¥
HEAT TR . A5 2R R L B 2 AR PR I & ik A BT

A XA ICAM, ALCAM, VCAM, PECAM-1 7£ IfiL 3 =
FIRNE B 2 AUVWE PR I K 2 1 T A B8 K 08 B I T T R
HIE WA I AT B — W . ARG RS
Helbok % B 75 4518 — 5. {HAE Helbok 2 (B 55 v #f 5%
ok X i3 ICAM, ALCAM, VCAM, PECAM-1 K F 5 2
RUBE FR IR I S 2 0 15 A6 58 3 350 3k ke e 7™ o A 9 06 AR A
BE— TR X S AW SE 5 E SR SE K 2 4k . ABFSEA
JEZ AT R R N HR X ICAMLALCAM, VCAM,
PECAM-1 7€ 2 BURE JRIG I & 21 i 458 58 K i 2 itk Joe ok 78 v
T LA 5 3 B E AT IR AR B DL A BIF 58 473 88 7 B2 0 A7 R
ABFSE

25 F iR . ICAM, ALCAM, VCAM,PECAM-1 7£ 2 %I #%
PR IE & ATk G AT BE AR A AR R i v P 2 S W T R
ICAM,ALCAM,VCAM ,PECAM-1 /K55 2 BB R 5 IF & &
PR AT E AR E 0 R 2 T B Bk B R 3 B Bk BE B T R
YK

&% ik

[1] Kim CY,Lee JS,Kim HD,et al. Lower extremity muscle
activation and function in progressive task-oriented train-
ing on the supplementary tilt table during stepping-like
movements in patients with acute stroke hemiparesis[J]. ]
Electromyogr Kinesiol,2015,31(15) :66-68.

[2] Helbok R,Schiefecker AJ,Beer R, et al. Early brain injury
after aneurysmal subarachnoid hemorrhage a multimodal
neuromonitoring study[ J]. Critical Care,2015(19):75.

[3] Soleimani M. Insulin resistance and hypertension: new in-
sights[J]. Kidney Int,2015,87(3) :497-499.

(4] BEar Uk g, 4 AW 5. M PR 93 i A S8 24 88 TF, TFPI
PRSP 5 0 o T PR R OR R LT P A g e Ak
2015(9):1239-1241.

[5] rhAepma: ol 20 4 4 4. A IR 5 23 i 200 5 43 43 il
38 P 2 AL o ] A L A A TR 2R 4R B 201400
e 2R R, 2015,48(4) 1 246-257.,

(6] B 2f o0 I3 M 2 20 23 T AT 9 o7 2, b [ R O o 2%
O L AREBE T 23 2% o v [ 2 A7 2 2 230 i UL 0 %

DU A M S R S 2l RS A B AL 0 10 B I
Rz W AR YT HE R (T ], AR O i B 5 42 75, 2015, 43(6)
488-506.

[7] Jiao L,Chu C,Zhou S. Prognostic value of copeptin in pa-
tients with acute stroke[ J]. Expert Rev Neurother,2015,
15(5) :563-570.

%%éﬁﬁjﬂmﬁef@ﬁﬁmuﬁm%/xjgfw' alj g@fﬁj S S5 PR A O IR BE H A
VCAM,PECAM-1 /K3 | F+ AR 74l 1 I % i i [IN. T % EE2£,2014,35(22) : 3502-

CAM.VCAM . PECAM-1 /K35 2 UM bR IF % &
FB S Bl bk B e 7 B R B R A D

8 It FgAE 350
AWWW . adul tpdf:eom s e w



1062

ICP R 15 ¥ 35 A G 5 AAE BT — 2. 1 33 860
191 £ 3 19 = 300l PR a6 2 B b 28 LG (TNF-a 30046 5D JF R
Eﬁléiﬁ'JHE&bfﬁ%%‘%ﬁFmc E e g R E IR/ RN R e
7~ TNF-a AT BELE K S5 00 31 s 5 48 AE 2 1B B » i 309 T £ oAy
Tﬁﬂééﬁi‘)i‘l?’*ﬂ%aﬁmhﬁun SN TNF-o 475 77 4F J i
I ICP fy SR Z —

2 LA . o R A s A8 LTS TL-18.T0-8 J2 TNF-a /K
V5 B B B R H  TL-8 ) TNF-a K45 [
ARJG ICP B FMIE AT W ICP B A= W bric ¥ 5 )5
SMERS IR IR I BRI W BCE R R A B L.

2% 30k

[1] Helmy A,De Simoni MG, Guilfoyle MR, et al. Cytokines
and innate inflammation in the pathogenesis of human
traumatic brain injury[J]. Prog Neurobiol, 2011, 95(3);
352-372.

[2] Ziebell JM, Morganti-Kossmann MC. Involvement of pro-and
anti-inflammatory cytokines and chemokines in the patho-
physiology of traumatic brain injury[ J]. Neurotherapeutics.,
2010,7(1):22-30.

[3] Brain Trauma Foundation, American Association of Neu-
rological Surgeons. Guidelines for the management of se-
vere traumatic brain injury[J]. J] Neurotrauma, 2007, 24
Suppl 1:S1-106.

[4] Kahraman S,Dutton RP,Hu P,et al. Automated measure-
ment of "pressure times time dose" of intracranial hyper-
tension best predicts outcome after severe traumatic brain
injury[J]. ] Trauma,2010,69(1):110-118.

[5] Farahvar A,Gerber LM,Chiu YL,et al. Increased mortal-
ity in patients with severe traumatic brain injury treated
without intracranial pressure monitoring [ J ]. J Neuro-
surg,2012,117(4):729-734.

[6] Yuan Q.Wu X, Cheng H.et al. Is intracranial pressure
monitoring of patients with diffuse traumatic brain injury
valuable? An observational multicenter study[ J]. Neuro-
surgery,2016,78(3) :361-369.

[7] Abdul-Muneer PM, Chandra N, Haorah J. Interactions of

oxidative stress and neurovascular inflammation in the

FHREZ 2017 53 A% 46 5% 8

pathogenesis of traumatic brain injury[ ] ]. Mol Neurobiol,
2015,51(3):966-979.

[8] Mellergard P, Aneman O, Sjogren F, et al. Differences in
cerebral extracellular response of interleukin-1beta, inter-
leukin-6, and interleukin-10 after subarachnoid hemor-
rhage or severe head trauma in humans[J]. Neurosurger-
v,2011,68(1):12-19.

[9] Helmy A, Carpenter KL, Menon DK, et al. The cytokine
response to human traumatic brain injury: temporal pro-
files and evidence for cerebral parenchymal production
[J7J.] Cereb Blood Flow Metab,2011,31(2):658-670.

[10] Frugier T, Morganti-Kossmann MC, O reilly D, et al. In
situ detection of inflammatory mediators in post mortem
human brain tissue after traumatic injury[J]. J Neuro-
trauma,2010,27(3) :497-507.

[11] Shiozaki T, Hayakata T, Tasaki O, et al. Cerebrospinal
fluid concentrations of anti-inflammatory mediators in
early-phase severe traumatic brain injury [ J ]. Shock,
2005,23(5) :406-510.

[12] Ferreira LC,Regner A, Miotto KD, et al. Increased levels
of interleukin-6,-8 and-10 are associated with fatal out-
come following severe traumatic brain injury[J]. Brain
Inj,2014,28(10) :1311-1316.

[13] Di Battista AP, Rhind SG, Hutchison MG, et al. Inflam-
matory cytokine and chemokine profiles are associated
with patient outcome and the hyperadrenergic state fol-
lowing acute brain injury[J]. ] Neuroinflammation, 2016,
13(1) :40.

[14] Stein DM, Lindel AL, Murdock KR, et al. Use of serum
biomarkers to predict secondary insults following severe
traumatic brain injury[ J]. Shock.2012,37(6) :563-568.

[15] Maas Al,Murray G, Henney H,et al. Efficacy and safety
of dexanabinol in severe traumatic brain injury:results of
a phase [ randomised, placebo-controlled, clinical trial
[J]. Lancet Neurol,2006,5(1) :38-45.

IS # H 1:2016-09-28 & [8] H 1 . 2016-12-26)

(445 1059 T
A AN A I P B AR 20 KT A Al B H i R
B4 ,2014,30(7) :725-729.

L1070 BAT . 2/l TR R, 55 2R INRESE & JF 2 BUBE B i
RN ZE RT3 AR AR FR g A Ak [T ], 9 F B2 2

Z2&,2015(13) :2127-2129.

[11] Wang SX,Tan L,Wang J,et al. Effect of levocarnitine on

TIMP-1,ICAM-1 expression of rats with coronary heart

BT e

disease and its myocardial protection effect[ J]. Asian Pac
J Trop Med,2016,9(3):269-273.

[12] Hooker RA, Chitteti BR,Egan PH,et al. Activated leuko-
cyte cell adhesion molecule (ALCAM or CD166) modu-

lates bone phenotype and powsls[J].J Musculo-g
skelet Neuronal Interact,20 I l al

[13] GaoJJ,Hu YW,Wang YC,et a uppressex

Inhibiting the Activity of NF-«B[J]. DNA Cell Biol,
2015,34(8) :550-556.

[14] Kim CY,Lee JS,Kim HD,et al. Lower extremity muscle
activation and function in progressive task-oriented train-
ing on the supplementary tilt table during stepping-like
movements in patients with acute stroke hemiparesis[ ] ].
J Electromyogr Kinesiol,2015,25(3) :522-530.

[15] Helbok R,Schiefecker AJ,Beer R,et al. Early brain injury
after aneurysmal subarachnoid hemorrhage:a multimodal
neuromonitoring study[J]. Crit Care,2015,19(1).75.

[16] Li D, Mei H, Pu J, et al. Intelectin 1 suppresses the
growth, invasion and metastasis of neuroblastoma cells

through up-rggulation of N-myc downstream regulated

V.@Fﬂl@ﬂmb,mm .47,

e-Induced Expression of IW\W édUl tpdf éﬁma 08-25 f&] [ #1:2016-11-23)



