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WE . K& YK (carbon nanotubes , CNTs ) il 547 AR 1Y) BRI 78 DL 19 T & , CNTs [ #EEtag #i 5 R AT
T ARG CNTs T &, BT A KRN SCEIGE T 0T ROk FLE 2 m R R 5. — Rl o,
CNTs 38 A8 5% M 200 SRS B L 200 160 i) B3 85 | G 40 e PN 4R Ab B 0K T 1 32 35 6 TR B, S BN & AR PR T, AT R T R 1
A — 58 K B, CNTs HA B A Y 4 etk IR B35 00 A0 M 35 PE. A7 78 08 37 i) S 56 25 5 i) 38 22 SRR 2 52 1
CNTs i PE I ZRAR £ CNTs 2 51 RPN & & SlA0 T VR AN [R] , 200 10 35 52 3 5 1 A [R) 5 28 A W 26 oS A il vk
PN, B2 2 X%k CNTs 20 it 354 1) 4 ;. CNTs A% B PR, 35K B8/ E42 40 B S AR R2 & CNTs (1) 41 i
BEE. N T AR ML IEAL CNTs (AN BEPE , G AR vERE &, B8 — A DU Jr 6 e 4T, B AEE ST CN'Ts A o 5 A 258 2%
swAME, & B A CNTs B4R B AN J7 3. 1390 8045 1 LA 4% T T PR 5 B0, %4 I i AR S 93 48 Hh 1
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Cytotoxicity of Pristine Carbon Nanotubes: Mechanism and
Influencing Factors

LIU Yuan-fang'?, LIU Jia-hui'?, WANG Hai-fang'
(1. Institute of Nanochemistry and Nanobiology, Shanghai University, Shanghai 200444, China;
2. College of Chemistry and Molecule Engineering, Peking University, Beijing 100871, China)

Abstract: With the development of production and application of carbon nanotubes (CNTs) , the toxicity
of CNTs has attracted much research attention. Cytotoxicity of pristine CNTs and its mechanism and
influencing factors have been widely reported. CNTs are reported to induce cell apoptosis/necrosis and
reduce cell viability by influencing cell adhesion, cell cycle progress or oxidative stress. On the contrary,
some researchers report that CNTs have little effects on cells. The conflicting results come from the fact
that many chemical and physical properties affect cytotoxicity of CNTs, including the impurities of CNTs,
the purification method, the size of CNTs, aggregation/dispersion of CNTs, cell culture condition, and
even analysis methods. It is essential to establish standard reference samples and detection methods for
accurate assessment of the CNTs cytotoxicity. This review summarizes the research achievements on the
cytotoxicity of pristine CNTs, and gives the perspective of the future research.
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1991 48, Tijima 75 & 70 B 3% 5 i 7 B0l B &
HINIREL N Bk 40 K 45 ( carbon nanotubes, CNTs) 2 )5,
CNTs ik 1 f5e 52 B B 91K B L Z —. CNTs A
A BRI AR rh s SRR E B B B oS IR R BRI
EL RIS W el EEN CINR S E LR S e S HIETIN
SPORTHOR R —4E BT AR AR A RE R R0 22
51 ,CNTs — & 43 Sk B8 BE CNTs ( single-walled CNTs,
SWNTs ) #1 £ Bt CNTs ( multi-walled CNTs,
MWNTs) "2/ MWNTs 7EFF A6 T2 8 i B, )2 52 2
] DR 455 [ 22 B ES , 2920 0. 34 nm, AR — KT
2 nm, JZ 5 JZZ AR 5y 80 B B rb 0 1 4 20 25 Ao
BRBE, BRI BE B E A D R R R B BE. S
MWNTs A Lt , SWNTs 2 ph 5L )22 [ A 8y 58 )2 44 ik,
HEAAR/NR AT/ BB, BA T i35
— 3Pk, BT CNTs MR A 2544 , 55 HoAT F R Y
PRYE SOV AE 1 LA E, 4 CNTs FLAT iy 437
SR IR MR R R R, DR R R PR
PERIb 2R MR S 2R R TR 3 S MRt
R T2 0 I T AT St 76 A )2 R,
CNTs {2y —Fh i A Uy 14 e AR S BRIV
WP IR (AL S N A DNA 243845 CNTs 34
ThRF R — G- 20 K 454, 2 22 Fh 24 Py BAR A 0 K 3K
AT CNTs (Y4 A RHRERT U Ry A5 B B 4 A
P, TR LA SR A SR R AR IR RES S B
S0 E T A0 5 CNTs 38 ] LA g o 28 K1Y
SERR' I ReE WAL s R £ SR e R R
Vi AN A A 5

Bl Tl 25 B 9 BRI L TV ) 19 FF &% , CNTs
87 i T AR I, AT 4 BT 2 4% fih CNTs
ARl Bl = 35 00, Bl 2 0 K /Y CNTs A= 4 %2 4
WEHE R Z R ER . M I C &1k
O3 AN AHRBEAR S Y 24 R R ERIT, RS
TR Z B R 20 M KT Y A e TR
fAT B IS S LM R T IE , 2 3 T KRR EF
DAY SCHR AL CNTs 4 i 5 14 A9 25 AL B0 52 il
IR AT T, (HE, 24X T CNTs &8 B2 A 4
B REEA A7 A6 4 — 358 4 Ik CNTs
BAFME IS TAFREE A LR 55—y
WFFEE I CNTs BOA A i 8¢ 1. B AT DLH & 2
ZITUAA XHET JE AR, 2R oA i 2 1 SMER
INTER R Z 5200 7 % CNTs 20 i 75 4 114 ) Dhir. 45 3¢
G590 CNTs 19 20 I A= P R0OW WF 58 285 8, 3R
SR AR 800 Y 4 D DR 2R e I it xR R

CNTs 2 i 35 AT 57 45 A 7R et
1 KREFHRAKRE

RIGHERRN K (pristine CNTs) FEHLIE FIE4E
FA SRR P RRANORAE S5 K e AR SO R G ad Al
EBA YA+ B CNTs. HFFEARE M CNTs (140
MTEtA B Iz X

e, BEEIE & B E A CNTs f 107 FH 3G Fl ok
B PR AR . CNTs iy 5230 =0k i
MATE A TG FIERE , RAEM CNTs 2 20 i il e
T, AATAS T 3k G 2 1 Mk B CNTs. [T, F 5
CNTs 4 aEE, 0 1 i H 0 A FE 122 42 B4 32 0
Fefit T .

FO, AR CNTs [ 5 Ff A= 92 T, A0 46 A= 90
s ZY WA S AR 2R CNTs Zid & A i i,
HLag RAF IR R MU AR AR RS 2E 19 A= )22 2
RE, [EJE , JX 48 CNTs fiT A= YU MERSE A 2R 1F T, AT
RE A A LB T, JE0BT BN R B M CNTs. [, fF
FEARMEM CNTs 11 A= W) Wi %) CNTs 2 4 i ] 42

e, NATTRRE MG CNTs (1945 R4 B o o 47
Tl LR AR IO 4. X AN [R] 1P R B Al CNTs (4 41 i 75
YRR LEBABIESE , A T B ] CNTs 40 a5 L A 20
PR FHLEE.

2 BAREXHEAEEEIIRE RN

CNTs X 240 i A 35 12 R 0 g vl B 23 7 A 21
S, M 2003 4F Shvedova 25" 3 Yk i T SWNTs
REAT N2 5z A Ak 40 M 35 12 AR AR, 2 R 1) ST
BRI Z P Al i 2 2 FE R R - B, WF 98 T CNTs
MIEEYE. AF R —Fh i 2 K B4 kL, CNTs A X T 40 K 41
T8k KA RE R IR R T UK R, B
FEF /N B R A 85 B AR A e T B AT
A RZ LI 50 WoR , 75— &4 T, CNTs Xt 4
HLR A R AT BE A R2 M, L 2 R B st . an &l
1 AR FIWTSE 45 5, CNTs RE % R AP 40 i 1Y) kG F AE
P& B AL PN A B T BELA: 20 ] 3. 3 e dx s
TEFE, M R] B 2 i — 20 A U T AR R iR AR )
FET-. AERRLEE O T, JEM A B 3 RSB T (B AR 2 3]
TN, FAESZEG TP B B AN LTS 1 A FAA.

2.1 CNTs 340G B RIS

YA 35 38 1 40 RS B 4> - (cell adhesion

molecule , CAM ) 475 21 Jitg [] =5 40 i 55 40 Jfd oh K& 5t
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Fig.1 Effects of CNTs on the viability and function of

cells

(extracellular matrix, ECM) [&] i) AH B3k fn4h 4. 40
i LE RS B EL AT EE 0 A 2 R S D A R
S 20 M AE TS S ARG TR FLAZ A0, R A i 4
R4S, R 225 R B4 1) AN L A 5L 5 T A Rkt G
P8 T AE W, BROCA B IR B M (anchorage
dependence ) . 111, 1 57 240 il Bz 1A Bz 240 Jfd — ELJE 5
TN L2 R A R T ) 4 MR B o a2 20 A
AR, (RSP SER RN, & Fh A B 2 1 40 e 5 ot
AT ERRASR Z 2 BKE. G 4 Ml i 55 i
YN L A0 I A3V P & AR oAk Bian , s LA i e
SRR LG R A R B AR JE A
A M IR T e s L. @ S
YU )3 . 4 M 1 3 B8 AR T 4 AR 4 RS B 5 A
LB SR PR A 2B Rl A R R 16K AR 0 i A L T S A e R
ZRR BT

2005 4F, Cui 25" & I A SWNTs 4bFE ARG 15
Yl HEK293 J&5 , 20 i Ao 1 PR G, i TR ix 5 28
SUR A=l Ok i LA (A S B S (X (B2
B, Zea SWNTs AbH 5, 5 41 R B AH G 19 40 it P
TIZRE A LF & A ORG & BERE (focal adhesion
kinase , FAK) 554l 2 1 AR 2 11 4 1) 2R #0 J0 %
FEAIR.

2006 4F, Tian %51 1 % BN 0 He 2F 4 40 il 5
SWNTs 2 fish J5 4 % ) 0 25 B AIG. Al AT T4 SWNTs
FEAE AN EEPE A AL - 1 B A0 A A A A 4 A
RS 62— 3 200 ) 5 4 5 48 L &7 55 I )
AHE AR AN GG G, 380 5 240 M1 28 S 40 i 56 #E 1 45
451 SWNTSs BB T~ It 4H A B i) 205 4 24 %, 1 240
R BT G200 2R 35 A0S 5 28 17 40 e R T 2, 44

TE 25 RN UR B BE 3 A A o038 e 28 5 AL 14 0
TaRSE (LA 2).

(b) SWNTs £ 4 i

(a) IEH 40

2 CNTs @i M mpnao s piae =t 51"

Fig. 2 CNTs induce cytotoxicity by changing the

adhesion ability of cells'"’

Worle-Knirsch 2" 3 3o 28 Y €4 A
BE N WLEEF] FAK F1 L3 8 H 7E SWNTSs J&] [ 1 2R
L FAK BRAEANFNE SR ST NEZES R,
A T R B RS M 0T B SRR L ; FAK mT fip
Tl AL PA T, 55 4 M P AT 5 5% 30 B A T R
(crosstalk) , #2541 2 Ah T g A998 15 EABAT]
(S Z5 T, AS49 41 it A1 58 SWNTs 4 K, 3f4%
SWNTs £ K, T8 B R AR 1A, I DAIE 5% LG 0t 25
FF3k. 2008 4, Zhang 2 A 5Y T CNTs %} FAK
BB . A% B 78 SWNTSs 15 5% 1 41 iy
Hh, SCIRANZAR Y FAK HB 43 A1 76 200 10 (4 340 2% 5 i A
MWNTs $552 () 4 rh , A S0 FAK 7778, 9F B
BIS o A AE AR N . R, CNTs (1451 A 23 5% 1 248 i
t FAK #5345, 3 AR RIS CNTs Xt FAK 35
(IR A 7). Walker 257 Wl 8¢ 5], % SWNTs 5§
MWNTs 55 )5 , 40 - AL i, A5G 28 11 a0

55T P4 RS B R 1 1 418 AH B, 56 T 40 i R
B 7E CNTs 525 M R SEBR RS RT A= 1 9 5E 501k
AR A AR 22170200 2000 4F, Tutak 2577 41135
W58 T SWNTs i I X B B 20 1Y) 5% . 27 2 4%
SWNTs JURRBI R AE R B AL L, A% LS L%
KREBCE T 400, 25 R &0, 40 M5 SWNTs 4% fil
24 hj5 , BRI/ B A SWNTs, 315 i S 1)
A EEYE 15 R AN BE T, SR, 4k 2235 73 2% 40 i 1)
KPR A B AN AT B NE RS S B B ). 1 S Sk
IR 23 d B[] P, A AR RS, SR 1
E i TAER A M 3R AR K % IR AL 4 e At fi]
AR, SWNTs 2 il ) 2 33 1k 5 | e 20 1 1) 400 il 5t
T2 AR T 20 A P P 20 B R P DR i 3Rk i T
YA A K

283k CNTs B E , 20 HHoRS BRRE DG B 1 i 3Rk
I AL PR R B i T A 2 R AR AR A, {H X S AR A
5530 CNTs = A= 4l i & LA ML an ], 78 H 5%
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BB 3 AN BEA W 5 RO 2518 CNTs XPRG R AH
AR H IR KT ORG BEAE 56 28 1 A5 508 2 DA %
20 JEORG BRI Bl ) 2 1 R e A4 3 2 PR 3% 4 Jif
F AETE 52 WA 15 20 B .
2.2 CNTs X438 58 i 3 1

2007 4, De Nicola 2% B 5% T FI A [A] J7 ¥ 1
B IR B A 225 2 Ff MWNTSs X U937 24 g
FRJIE 3 S FE A 52 0 At AT 4 80 ok S i 4
JRLASEE, ] 5 B =2 45 G 5250 I 5 40 i e T2 %, H
Hoechst 33342/P1 XUk 1 4] i 41 i 94 1. 45 2R 2 B,
1E5 25 pg/mL ) CNTs 55 48 h J5 , 40 i~ 40k
Xof T %f R 1 0/, BRI Sl ], (H 3 A B R i
IFEERYA T ARAEABAT T 52 35 8500k , 76 CNTs 2RI R
WEE a0 FE AR 7 1 el AR S — S A T 4N AT
TR

2007 4F, Herzog %' F| F 5@ W& & W ¥
(clonogenic assay ) , 7£ =9 4 it & ( A549 , HaCaT #0
BEAS-2B) {0 2] T CNTs X £ A 3% 58 1) 52 Wil
Casey 27" Hi3H 9285 1 5 1L — L

CNT's JXof 24 e 3 58 1 572 ) ] LA A 07 XoF 240 i i)
JARY SR E. 0 i R 0 4 R A5 2 43 2L 1) LA A i
WA 2253 ARG K 3T — IR 244
FOPEER I A , BV A0 8 5 — Y e . A JT S Y
B R T A BT AL AR S

W58 A B, CNTs REML 3 1k 4E Fi 200 i Jil 493 52 ey 40
M Y 1 FE. 2005 4F, Cui 25" F SWNTs Ab #f
HEK293 #ifd, % B M g LA 75 G131, JCik kW
G334 RS | PR T AR b, 5 40 A SR OC 1Y 2R
19 (CDK) ME I 2 3 (eyelin) A AR Y _F 3R =)
.

2005 4, Ding 27" | F BrdU #5ic DNA, % B
0 BB LA FE G2/ M 3. (2, X 40 if 2 o 1150 =
) CNTs i, 4N -5 85 116 B % 18 R DR Y JE TR 3%
IRFEAG, fi2 G1-S %G 46 1) 5 IR 2 3R UL R AR, 240 K
PHE G1 1.

2009 4, Sargent 45" 3 i SWNTs fEf% 25 A F
A 225y R ER T AR S R )i, 5 A e AL
HZAEIR.
2.3 CNTs IR 4R M E R #KF

AR FLAATE 18 52 i) O, A oA s T 1k
TSR H 2L (reactive oxygen species, ROS)
15 % B H % (reactive nitrogen species, RNS) 7= 4=
o 2 AT R AN BR AL I RE T, TR

LR GERPUAM R G A, S 3 AP T
YR RGN K R S S 4 i 35 vk i 2% 42 ROS
2 ML/ 20 K ) EE B A N A5, S AR A (an
eIl B ks AR ) G OC, TE Il 2F 4R AL R =
I Bl ks AR AL (A AR S5 Hh 3449 T A
. A, 7EAR 219 CNTs FEtilga b, AR A 483
X CNTs 5 | e 20 A A8 A0 L K P-4 T 1 I

HLYE 2003 4F, Shvedova 25 % B, /£ 82 F
CNTs J5 , 240 i 9 3 P 20K I, At fe e )
REAG, 4 AR o 1 & B L 2 1 982, CNTs 5] &
ML ROS W4T, GBS E— 28 5| 2 4H M P 4 5k
K F#% K F-«kB ( nuclear factor-kB, NF-kB ) &k 442
B IE R AT IR T R, FEAAT Y S2 5
(Y CNTs 2 BEARAIG, Bk & 1 3k 30% , 1M
BROEEAYREIR ZU S ROS ¥ . R, A AT 4
DS R 38 R VR T 42 7= CNTs B 5 A B 42 )
5.

2006 4, Fenoglio 2! F| Ff 41k J5 1) MWNTs,
TRIT CNTs 5 B B OCR. flfiTidist NaOH F1 SDS
SERIAL I, ¥ MWNTs mh i 4 8 & &= % AE 1% LA
AR, CNTs AMUEA | & B 1 74,
AR AR A BB RE ). XAk T 40 b A
F R VR T 4 i 24 i i Uik

Kagan 25 555 T 4L R (w(Fe) =26% ) F4li
fbJ5 (w(Fe) =0.23% ) f#) SWNTs XFRAW264. 741 fify
FRAE H ARSI AR SE R SRR, AR
B HEETE RAW264. 7 40N H RS BT .
fH2 T 2 LB B A (zymosan ) B+ DU SRR &
12 ffh % BiE ( phorbol myristate acetate , PMA ) %] 184 154 V&
) RAW264. 7 4l , 2iAL i A Zlifk J5 i) SWNTs #f5fig
5 R N A D H K (GSH) & 1 B B A, BL SR 3
AALIEE . A A R 2 1) SWNTs A alifb J5 1y
SWNTs fiig B inb 2 Hh e 2% I A S804k N A - AlAT T3
ST T 3K 1 o A 0 R K 4 L (JB6 P+ ) 5%
w7 g R B, R R Al Y SWNTs 57 & 3 14 41
kil 2 T A i RS S R R B AR R -l
(activating protein-1,AP-1) Fih 8T &, a5 89
SWNTSs 5% 5 119 200 i v 002 A AN 3, 6 1 o e 75
B AYARL, D5 — T T A I RO )
NF-kB 235 5t 152 i F B2 AP AR+ AL

2007 4F-, Pulskamp 28 PR T 4 T 2 TN 4
77AE ROS AR, I LA & AR A Sl B2 e I R
AEFRL ) SWNTs 55 B HERDL A ™ 4 8 1% =
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[ SWNTs FYZHMITEIE, il ] B, 7 100 e/ mL f 3
JET, ZRRAL P H A J 5 B /D 9 SWNTSs 304 51
A ROS 1 8 25 2, HAh & )8 58 2 1
CNTs #8513 T ROS 425

Pulskamp 2 78 % B, 4541 B (9 CNTs A i o
HH TR AR 4 8 4% o IS 38 T Bk, #07T RE 5 | 4 i
P AEAL BRSO 3 es  (E2 , D 2% 5T mT A5 s )
WO TRl i A2 5 [ SRR LB AT A B, AN T ik 2%
JRREME AR AL AT Y 10 min NRGH S RE AN B 5
SR TR, T4 R A B A e ad B i ] ) ik
(4n24 h) A Ren | EAIAE A B S B .

WFFEIE K B, AR Bk 2% T BE B8 955 CNTs 5
E AN, E R I A BESE 2T bR Walte Ui, ik
EA G A REA A T 2O M AR A N fE
2009 4F, Choi 25" e 5 SWNTs 5|42 20 iig 4 ROS
SRS, A T B R VR B (500 g/ml) FiI
AR E IS 1R] (72 h) , S5R39 ROS i i A
. BE A LAY 2, A AR A0 S 30 vp R 4
CNTs &A1Y Fe 285000 CNTs A B AN R & ¢
HEAVER (B TE % S g v, SWNTSs 5 75 3k 1Y) 4t i 9
ROS 7K T[] 25 e B2 S8 AL Bk 0 AR 700 5 4 i 21
B WE 3). E . LMH(layered metal hydroxide ) J&—
P A B 0 K B8 BE (Mg g Aly s, (OH ), (€05 )46 -
0. 1H,0, R5J 2y 200 nm) 5 S AL ZRFIAE A RSE 23510
20 ~30 nm F1%) 14 nm;SWNTs £ M1.2 ~1.5 nm,
RN 2.5 pum.

90
g0 |-W LMH *

- mEAMK o

- 70 o R %
60 [-B SWNTs §
& 40 ¢ %
o N (X
< 30 * 1y %
5 S S
A 20 [ .;3% "?“
10 - N ::s::

0 A 0 X

X H 125 250 500
W /(ug emL™)

B3 CNTs & A549 408 72 h /5 ROS HF &'
Fig.3 CNTs induce the ROS generation in A549 cells

after 72 h incubation'*"’

Herzog 5" (RSN R , I/ CNTs A1 4@
0, BB I 5 PR PR B A T8 A i PN P AR T PR AR RE
(L, Sk CNTSs {758K B — 2 1075 | L 40 9 176

/E\
1.
PRI R RE ), OF HAZRE 15 CNTs 7R R 70

AU PIAROC. W2l , NS R A, B 1 3R
MBS | K 4EMLN ROS $2 T+ AL
2.4 CNTs {R{EMAT

P, N AL 4R AT, A2 40 3 50 S it 7Y
S 7 o w1 5 e s e ) [ e
B 2 BEL, 20 B N 48k 7 KT e 2, B R RS | 4
JL 3 T AT

2005 4, Cui 28! Ff SWNTs 4b B HEK293 41
M, H AL 2% %K \DNA Ladder il PI LY 552
T 2 A D A B O T A5 R R B, 25 pe/mL Y
SWNTs,Zt5t 4 d I E e 51 & 43. 5% M40k
AP AT A A R AR B U S T) A R R A
IE L AATTIA R ST & A J& i CNTs g8 41 fifd
WIAH G R, AR A MRS B AR DGR 5 D .

2005 4, Ding 2" | YO-PRO1/PI ¥ [#) )5
POULI MWNTs S350 240 i SR 58 5 P T i1 & 30,
MWNTs AbHf i i 20 i 8 BLJR T FIRSE , 3 HHA 7
FEARHGE. LR M s R B - 220 48 h il 2
# AR B F (0. 06 mg/mL) MWNTs 3= B {i 15 4 Jifd
15 JIBEAR s 3R T (0. 6 mg/mL) MWNTSs fE 5] K
i A2 2F 20 B A T AR FE R SR IR, G TNF 5K R
9 .BCL2L2 MCL1 Z ik H T .

2006 4, Bottini 25" {5 T CNTs % T 4Hijfd
P ARICR , 45 Rl R &R 2 (400 pg/mlL) [ CNTs
RES 1B ™ A 40 B 4 T (ULl 4). 2009 4, Choi
41 Ravichandran 25 1143 51 6 B Rt |- 5 20 i
AS549 F1 LE o Wi E] T CNTs 5[ LH T

Hoechst 33342 44 Annexin V-FITC #¢f4

Ing CNTs/ 4 i

10 ng CNTs/ 41 fi

B4 CNTs 3|32 Jurkat Z8fE T
Fig.4 CNTs induce apoptosis of human Jurkat cells
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Muller % {14238 T MWNTs 5|2 L K 41 2
MCF-7 fgf L, A A Tak [ i % B8 MWNTs B 5 |2 40
A € R T ST RGN L P O iR k. AT 45 SR A
Lindberg %' fl Cveticanin 25 (1) DNA X345 1 54
R FAZ AR B IE S 3 P A 3 1 ik — PR sk,

FIFAARRLAY 256 B, — L6 SCHR 4l 1E T CNTs
ARET % 40 M % 42 8 1. De Nicola 45 it A 4y
CNTs {53 Wi 20 JE 4 165 58, S 25 b 4 ML SR ZEFH ) T
Hirano %'/ 4% 1 CNTs A fig 51 04 1 % 12 b i
Caspase 3 Fll PARP ik i 1 75. Tabet %[48] 1T 5T
CNTs Xf A549 A &E e, Jil DNA Ladder J5i 00
AN DNA 17224k, 45 R R AR B & AR M T
R H. BB A 2, 7RI X S8 TAR R i Y CNTs
AR FE AR T 100 g/ mlL, K Xof 748 2 U 000 1) 24 Jig
R T A SR AR RS , I ELAE FH I 8] i Jo. 2231
W7 CNTSs 75 B 5| S 40 i A 4 1, 16 2255 JE AR Sk
S ) e i ) e AL R T B R B A L R A
i, MR R R M. Bk UG, CNTs J2 5] i
0 B e A PR T B PR AT — 2 11450 12 800, IR 1Y
CNTs 7 H 48 e 1 22 4 1, i s 790 B i) CNTs )
A AT RET | ES AN P T AL
2.5 CNTs 4R f) H At 2200

BRT Bk Ah, Zad CNTs 258, 40 A< 5 i
FUAT Yt 2845 P A AT fE & AR 2. 2005 4E, Cui
458 B SWNTS 4k B HEK293 4 Jifd, % Bl SWNTs £
BTN o3 0 Y A 2, LIRS 3 5 40 i o B
ARSCR X 24 B FR AR —Fh T B & ik oy
Br, & BRI L3 & — 4 70 F & 78 20 ~ 30 kD 14
1. Hirano 27/ 7530 MWNTs 5l 38 5 s 290 i 7= 2 4%
TR RE 1, M TIA  MWNTs 2 18 i 9% W Fff A
25641 i 22 T B9 MARCO ( macrophage receptor with
collagenous structure ) , fiE #F T B B0 M XT MWNTSs [
FRREAE AL, A D b AE B 40 A AR B — i 1
Yf L HEVE. 2005 4, Jia %5 HFSE T CNTSs il /it
E I 20 it ( alveolar macrophage, AM) 5200, fthfi1 %
P, 24 SWNTs % i = T 0. 38 wg/em’, MWNTs ¥k i
BT 3.06 pg/em® B, AM HUZIERE I RIS, 5350 %
TOREANNL, CNTs 38 5 R85 | 2 40 M 28 AE S iz, 2n
IL-8"" TNF-o* 43 16 F) 384 i 45 {H 2, Herzog 251
i SWNTs REALIMH] AS49 4iJifa /1 NHBE 4iiJifs 1L-8
A TNF-oc (92835, JEHAE AR IBE Wl 5 B AEL ek, (i v
WS, BEAE H 5 CNTs 1 3 HiCHE ) F TNF-oo 119 3
PR, SWNTSs il 40 PR 57 £E Y RE T 5 .2

3 = CNTs S EZE

3.1 SNERZE
3011 SEERARYRZ N

CNTs [ 75 2 3 fl o) 1) LA B 440 2R 1) e B R 2
20 CNTs FEM R/, E3CE 4325, CNTs A9 20 i
BEMEAFAE ) RN 30 R JE, CNTs ZEARIREE T A
BRI AR R T B AR [RIE, CNTs
FD 40 55 P 7 A IS (8] 808 AR Cui 260 By S 3%
e AE TR &R, CNTs 557 35 200 i 1) Bsf 1] 4, 440 i
FRE 3% B SR T, 75 Tutak 2577 g 5286 p, AR IR
FIHT  JEITEN CNTs B )5 (24 h 1), 4 A 52
Z BT, Bl B TA) 0 9 K, 4 38 AE BB D 10l 2, 4
MU B AW K. 78 CNTs 440 i Z: e aFos op, 57
JRITRF ] T /705 14 5 M)t AR 281, 7T RE A 1 2 2= 11
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