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Research advances on antitumor mechanism of NK cells and its
application in cancer targeted therapy
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Abstract: Natural killer (NK) cells, as an essential part of innate immunity, can directly identify and kill
tumor cells after being activated by the synergistic action of surface inhibitory receptors and activated receptors. It
can secrete cytokines to recruit dendritic cells (DCs), induce DCs maturation and enhance adaptive immune
response. It can target cancer stem cells (CSCs) and circulating tumor cells (CTCs) to inhibit cancer metastasis. NK
cells have a unique inflammatory tendency, which can respond to cytokines and chemokines released from tumor
sites and migrate to tumor sites, making them occupy an important advantage in cancer targeted therapy. The
research on cancer targeted therapy of NK cells as drug delivery carriers, NK cell membrane-coated biomimetic
nanoparticles, and NK cell extracellular vesicles (NKEVs) has attracted more and more attention. The article will
focus on the mechanism of NK cells inhibiting cancer, and summarize the research progress of cancer targeted
therapy of NK cells.
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Figure 1 Schematic diagram of the antitumor mechanism of natural killer (NK) cells. The cytokines and chemokines such as chemokine

(C-C motif) ligand 3-like 3 (CCL3) and C-X-C motif chemokine ligand 8 (CXCLS) released from cancer recruit immune cells such as NK

cells and dendritic cells (DCs). NK cells can activate by ADCC effect and STING mechanism, kill cancer cells with granzyme and perforin

or Fas/FasL. Dying cancer cells release damage associated molecular patterns (DAMPs), inducing DCs to phagocytose cancer antigen and

present it to T cells, thus activating adaptive immune response. DCs can release interleukin-2 (IL-2) and IL-15, which can stimulate NK cells

proliferation and enhance cytotoxicity. Moreover, IFN-y released by NK cells can stimulate the maturation of DCs. In addition, when EMT

process occurs in cancer, NK cells circulating in the blood can kill CTCs and inhibit tumor metastasis. ADCC: Antibody-dependent cellular

cytotoxicity; STING: Stimulator of interferon genes; EMT: Epithelial-mesenchymal transition; IFN: Interferon; CTCs: Circulating tumor

cells; Dex: DC-derived exosomes; Fas: Factor associated suicide
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Figure 2 Application of NK cells in cancer targeted therapy. CAR-NK cells can conjugate or encapsulate with different types of drugs-

loaded NPs in vitro. Once administrated, the released drugs, NK-TRAIL/Fas/CAR mediate cancer cell killing by inducing apoptosis and

cytolysis. Biomimetic nanostructures designed by coating NPs with NK cell-extracted membrane displaying cell-death markers such as

TRAIL and Fas to induce apoptosis, and CD16 to mediate ADCC process, which all can induce the killing of cancer cells in vivo.

Biomimetic nanostructures also achieved by coating NPs with NK cell extracellular vesicles (NKEVs) displaying identifying marker

(CD226), cell-death markers (TRAIL, Fas), containing granzyme and perforin for active targeting and killing of cancer cells. CAR:

Chimeric antigen receptor; TRAIL: TNF-related apoptosis-inducing ligand; IFNR: Interferon receptor
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M S A A, [V CIH M (—FhiE Bk 4
[F] A7 2) Fric NK 405, K NK 40 873 5 4 8 o
iy 2 F ok, FE NI 30~60 min IR AR R GBI, 45
o, IR P R I NK AN (15.3 £4.9) %. Ko
A7 E1 b 988 1) NK AH B 78 16 R 2R 4E . Uong 5
K H ESNF13 bric f #h 4 1% i) NK 40 g, & ik i NK
Y N SRR BB RAR ) e K Es N = R N T
45 R IR, 75 30 min~4 h I NK 20 i PRI 55 A il 5
B RE B BE AR AL, 4 h =B AT TR . TR
Ji F A AN T DL NKC 2 A it 5 RN R 1 40 A,
i g P9 A SR i B — E I NK 4. 2 AN FIH NK 41
0 HBE 0, 39k 7 A AR B TE I BT 9 R B, NIK 48 i 6 e T
P& = 29D IR N 0 AT, T AR RIS 45 S R O A A gk
KELETR PN 1) 73 A7 R B8 2 35 42 7, T NKE Vs # ik
TS S 98 A 43 A 7E 24 h AT IA # 12.6%, 24~48 h i
2 18.8%%7,

INK 2 il FR) 3L ) 2880 2% AN AN A UL T AN 988 ) 3 1) 12,
TE e 2 A B e 1 E AR A {8 . Chan-
drasekaran %¢7E B 78 R 8 1 TRAIL 55 A #4 NK 48
i 2 1 Bt 5 -NKLL 1 B 5 A8 o 4 33 N/ BRAR A,
NK1.1 Hifa &5 & NK 40, 385k NK 205k B 5] st
Tea) 7% 9 bR 5 IR U B2 5 P ) g A B, A 28 ) e
2 6 30 o Ok EL 5 0 R e #% . AHECT R B 1 TRAIL

(IR AR, R A 2 M 45 A 7E NK I 3R 1, A
S0 b U o 90 B2 5 RO RS o
3.1.3 #EFMEZR A [E A NK 408 7E g 4
MRS ) LAFE 22 57 o NK 4 AR 0 A 9 B A 3 EAK S 40
Ji IR T Sk R T EREh ™, CDS6™ e NK 4 Afd 2 1 21 g
K F a4k K] 7 52 /& (chemokine receptor, CXCR)
L& CCR7.CXCR3 Al L-#E % (CD62L), CD56"™ NK
2 B 1 3% 44 3 B CXCR1.CXCR2 Al CX3CR1 £,
o988 A 358w T 4 P DR T R R A TR T AT 920 B 1 NK
ST B P 25 FRE, 1 A R N 4 i ) 3 B, AR L 3R
YA 7 5y IR AH DG 4 e A S I, iR 4 P e ik
B 221k CXCLY9.CXCL19 F1 CCL5 251k H 1, i S ok
R TR CDS6™ ™ NK 4 ffd 43 A7 21 i I8 B2 i 9gd 51 i ok B2
45, /b ik CXCL2.CX3CL1.CXCL1 il CXCL8 %5#4
A0 BRI, 90 40 i 25 14 B 1) CD S 6™ NK 41 fild 43 Ai 22 i
Jog . DRI, AE PR A P CD56™ ™ NK 4 it B A i
() P TR A g 0

AN T IR R A A R I A AE 22 5o BB i R 8
Ji R 2L 25 G L A, R 20 A R ik MHC-T5 NK 41 g
WS M SZARECAR, @ RIAFE T HEIET 524k (programmed
cell death-ligands, PD-Ls) Fl B7-H3 %5 4 % f& £ 55 ic
A, 3 WA RIS S B R T 4 T PGE, B AL AR KR
(transforming growth factor-f, TGF-f) 5 G B 1 1 6 1F,
325 R 200 it 36 36 N A0 D ) G 2 T A, R IE NK
41 M3 # BT 75 1 4 A BRL T DAORZD NKC4H BRI 23 A B

IRl I, NK 41 B A 26 97 72 v] 16 AN TR 97 vk LA AR
AR M. NKAILE T AT -5 400 R G 28 1A 1 24 4 1Bk
A, AR A IR e AL <A bR, 43 i NK 20 i
B AR S A B D] T 4 v NK 40 PR P R o0 A o B, iR
J7 ALY AT 5 R 20 i NKG2D B A 1) 22 38
B NK 4 H R 1) . 5 AR PR R T 7L e T 3 0 e
IR 9 P AR 4 B, B RS T 40 W B 41 AT NK 4 B
3.2 NKHRa{EAAME
3.2.1 NKARIEAAMBAENMNE CAR-TESME
Ik ESL 200 O 7 L R B 4T A Ak LR A5 I v B R 1 YA
J7 HH A E K A, R T AN 4 B R T A R
(cytokine release syndrome, CRS). % 18 ¥ ¥t 15 £ i
(graft versus host disease, GVHD) 2§ A~ R [ b [R 1] T
CAR-T Il AR B FHSY, NK 40 it 4k 47 8 CAR-NK
Y MLYT LA A4 GVHD 5 CRS, HAESLRR 7
BT CAR-T VAT, NK M7 V:1E N CAR-T I8
I, 1B AR UM R S B VR T RS RS ). 44
CAR-NK 5% NK 20 g /F v 40 ffg 22 44 326 3% Bt i 8 2549,
Al HE— B R BRI AL

i 1L S o A A BN RO TE iR 0L 3 g ) 4



- 128 - 222224 Acta Pharmaceutica Sinica 2022, 57(1): 122 -133

J A0k ot SR A, [T I A 3 B 114 b R 4 AT A A e b
A L 1) 7 B, R WAL G99 K58 I8 2R G B AL 0] SR
PIAFAE — 5 J5 BRPES Y, NK 40 A 3% 3% 7] 1 FH NK 41 i
RAEHE AR H, DA 5 9 KR 17 ) bR A2 e
Ab, F I NK 40 B 7 9 Bk, w] A HNK 40 4 5 40
F B P A FH L CTCs HE i A0 24 o e (R R A'E FH B0 P 28K
LYK RS B S AT R PR 5 DU R R

322 NKHARMERGMEFEIRITENA NKY
A Bk, 75 B R i NK A, X 28 NK 40 i 7T M 4
JE L 73 B AR AT, AR DA BRI V1 4 A
ZUIRET AN LY 1815 5. NK-9252 — M ANJRTE
NK 4 5%, AT S0 5 1R 40 i 25 7, L AE I R e 22
A VEAS BIRAIE, PRIt w0 NK-92 40 i 1 Dy 8 41

B NK 40 i 15 Dy 25 ik, 32 22 AR TH %
TR AL W) ) A K A L A L P 2B 24 0 Y 4 K ks 2
PR TT S TR A R D RE KL AT 5
0 PR NK G LB S5 87, K 40 KR ¢ 3 A A i 32 1, S
L4 it 75 M 24 B Sk N4 i SRR e o R T AN 45 45 NK
ZH IO, A P e B N KR, SR F NK 40 5 3024 4
KRL LG SN, (H BB A I . B A X NK 20 4%
IR ORI FEUR N, 40 A 3024 07 U S — 2D J .
PANK 40 Ja A/ 9 25 3048, 3025 48 K00 NK 4 i 2 g
HIRCIRE AR S . DMERIRT AR I, 263 Fe,O, HEMEYN
KR B TR AR AN 23 52 1) NK 41 2 73 4 TFN-p - 350K g Al
7L E I RE AT, A 2 20 NK 41 i 56 1 ) g B
NKG2D.DNAX 4ii[5l -7 1 (DNAX accessory molecule 1,
DNAM-1) FICD16 [ ik,

Siegler 51K 1 SR 1k . fi 4 1) 52 Bk 22 )2 I o A4
(cross-linked multilamellar liposomal vasicles, cMLVs)
BN W (paclitaxel, PTX) Ji5 i 4% £ CAR-NK 41l fil
i . 1% CAR-NK 40l /£ 25 £ cMLV's Ji5, W] A 2350
cMLV's $ i) 21 Ji 83 H Az, L™= A= 5 5 1) I s 40 P 3k 1
TER . RA 411 45 R 7R, CAR-NK 40 il 15 #2 cMLVs
A w5 cMLV's (987 PN 7 B B 28 3200 3 48, Rl I
B3 A 3G B R

T R FF NK 40 i R CAR-NK 41 i (48 [ 36597 52 R
TS A B S A Y 4 A, H CAR-NK 48 5 25 % 4
AR R R AN P 1 T R R SRR B B VR, AR
SR H AT FE 0 2 2Pk ALY
3.3 NKARREHITE LK
3.3.1  NK 40 56 4 05 AE A BRI I E oK,
BT AL B AR BT E AN K 45 25 R gt e
JSEHI)Z o o) T 4 B Y 4 KR e 21 20 i A
RIIR -2 5L 1R [poly(lactic-co-glycolic acid), PLGA]
PIAZ A ] %, 4 B P e A AR 2 i Rt 7

TP 2 0 B 2 B G KR 2 T ) 9 T DU A i
F T DY REME R 7 T I A, BT 7 AR G K A B A
A= AR 2R, A LT O 3B Bl AR B o0, 1B S e R 4t
BT B, AR A G 88 TR ST, 4T B Ay 0 K 28k 4 T
B 4 i S S T R 43 D e B S A, TR T T A A gl
KB E 1) D Re AL [7) B8 77, 1% 407 AE AL 9K B Ak A
BT S 20 B AR, L ok 0 A L 5 R 1 8 R 1
SRS BIE EEA — .

INK 2 i J5 60, A 477 A6 A a8 A v o 24 i 26 T 2
F1 NKG2D. NKp44 . NKp46. NKp30 1 DNAM-1 %5 #
1Fi) R 20 A . 91 21, NG 2D S — ot — i 32 422 114 ) Y
TR, TR A MR 40 b SRk B LR AR, R AE
UL16 454 % 9 (UL16-binding protein, ULBP) A1 MHC
185 M 9 L [ A (MHC class 1 chain-related gene A,
MICA)™, DNAM-1 A %5 5 IFN-y 4= B, F 513 5 20
i M2 B 554k 8 M1 LR ™. 1tk 4h, DNAM-1 1]
A 2y P Jeg 44t T 7% 1) R TS 74, 5 R 4 i ) CD 1155 45
&, ) R s R
3.3.2 NKZHMBRGHAENHREMIZHTEHIE NK
TP 0, A0 7 A e B P 45 ) T B R B R 2 W I %
O 5 AR PR AN 4y, o) 4 32 AR 3 AP IR NK 48
O I FR) 73 15 AR L A o 0 SKORSE ) 5 R A H  J  5 %
LYK E

N T SR R R b ek /b 2 T A AR, R
HSL0 250 R e e R 3 LA A i 2R g R I A A S
PR NK 4 g 5 w] R 5T N A0 JE I b NK 48 i, 5y
iR G 40 22 T e 40 5 3 20 40 B9 NKC 4
Jia, LA K N JEAL NK 40 R -NK-92 41 il . IR T 3
SIACAT G R YRR TR 40 L, H ONK 20 AR J B 4 A
i 5 B 7 {8 ET AT, L INK-92 4 g 2 Ttk 2L 400 1) 12k I A
Fik, BAHERMBUNRET R E5E, WE B RAIE
A LG TR R R 2, B AR IR, R E
URROANHURBR I (5 75 55, 4k S8 P AN 28 A
JEE O UABR LN AR T N B .

2 i JE T DL IE S AN [R] £ 7 vk i B S ) AR 2
CGNRRL b, B i R RO L 2R ALV H AT R
BAEHI 3Pk o B R ] 4 T LA 9 KOk B
K T7 %, RS — R A SLAR B 1) 2 £LR
BRIR G L (400~100 nm) FF H AL 5% 1, 3l i 5 4% 4L
PR RLAR R /IS, AR R BN BEBORE I ;b L 2
EIE RO ARTT V. R IO IR 6 4, i i R 3
JEMINP 1) fia] 58 L 0 5 7 A0 NP A R A R B R A
KPR ITVETTABAE W, (R T AR S A B & A S 4L
Dy 2 B A AR B2 (], RUE RG22 1 [ B gk /> 2
FTR AR VT, FERR 30 b, FRRERETE 40 M b Rk
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AL, O gKRL S 20 MR R S IR A, 1X Le AL B T4
KRLHE FE I A . 7RI R, R U0 2k
T FR S N TRDRIAT T o X T 7 92 ) 5 ) I 0 8 490 KA
HA SRR A St s A
3.3.3 NKYREREWTEWEIREA  Pitchaimani
AR Y NK-92 A U514 NK 21 i 5242 HUNK 480 fif 5 5 25
# 2 F Lt 2 (doxorubcin, DOX) fig i 4 il & 158 2445 2E
1 NK 41 g 5 @t 5 i B4R (NK cell membrane infused
fusogenic liposome, NKsome), 5221 CD56.NKG2D .
NKp30. 55§ 85 H 55 U fig & 208 72 £ T NKsome &
T, HAASN MCF-7 48 AT #2 [a) $ H NK some, A5 BEi
DOX 7= A= A f #5808, £E AR A AT A 31 78.5% HIFIIRE 2

NK 4 ffl 2% 1 & A% K1 B 52 735 A4 [R5 I A
(receptor activator of nuclear factor-«B ligand, RANKL)
L DNAM-1, Al EWEA i /- oA M1 IR, g /)
2#J7 15 (photodynamic therapy, PDT) 77677 i o 87 A
]z, — 751 PDT W] e ka2 ROS; 53— J7 1 7]
TS YL TS (immunogenic cell death, ICD), #ll#4
53 W DAMPs, 1H PDT AN G5 T A 80k A S S i
& NK 75 5 PDT 45 & m] A 280 5 0 MR o 80 2%
Deng S | NK AR G4 DU (4-FRFLREL) nhiwy
[4,4',4" 4"-(porphine-5,10,15,20-tetrayl) tetrakis (benzoic
acid), TCPP] 94K, NK 4H il 15 G 3¢ T A7 280 1) i 6
TR H 5 T B MR B A A ML AL, PDT v] 5 5 i 4
J ICD 52, P 3 Bk 5 5 RO AR S B RN . 7E
T 88 /I8 R 3 BK 7 5 TCPP 5 NK-NPs, NK-NPs # [7]
JIee 8 E Job JeE 8 87 2R 4R 1O BE ) W2 5 T TCPP. /B L
JUE it B R HE A 1) HE e 1) 27, 40 s 6
PR A7 A B AR AR i X 28 2 S AR R 451475

INK 2 I 500, A ) K B A, i e 4 L 28 1 4R v
PUIM IR e 57 07 TH B A& B 97 280 AR ] Tl Ak
MU AT ML, CRALE AN D P9 25 0 0 25 o R A i JEE B
SERENE, DASRAS 22 A 0 S B IR 4 ML, A7 TR I Bk i
3.4 NKHRafRIMNER
3.41 NKEVs{EAAMBAFNME 53R
(extracellular vesicles, EVs) J& 4l fudsi Ve IE 25, /E 4l
JRLTE)AZ At () — B LA B |2 W 78 . EVs AL4E Fh A4 A
oL 2, A AR R /NTE 40~100 nm 2 8], i K /INTE
50 nm~1 pm 2 [7], 20 fifd [ 4% 338 A2 P 0 - FR R P A HL A
NEHYIERIE B G B AMRARHy, A b b 2 g 1
I Ji J e 2 3 A, [T P 240 G B8 1 1 5 AR 0 30 A
G0, T 2B AR, BVs I SEARIR B E PSR 4T, AT
T G, 210 0 288 T 247 7 gk o R v R e 4 A R A

NKEVs{RE 1 NK 4 ERIThaEE E 5, iNKG2D
1 CDY94. % fL 3R  WURL i  FasL 5 40 fu 25 14 4> T, 724k

AR P JE B B R Tk AN B ) R e R AT, B TR
B NKEVs 7 fiil & 2 F AL, Zhu 279 NK-92
YR F P4 B A4 15 B NKE Vs, %ML AR A FasL 5
AT T, T LS [ f ST R Tl L ER B, A A
il R 2R K o NKE Vs 3 I £ 33 A% B #7122 R 200 i S
A K5 b ¥k iR, BT 5Tk B NKEVs #4 miRNA-186,
HM# MYCNZ B [E K FLMYCN £ik 5# #4178,
Bz 41 i - [8] 78 5T %% {t (epithelial-mesenchymal transi-
tion, EMT). 52 45 % 28 W I . 41 A J 399 348 Jo A0 T 40 B
AR 0 4 35 2 A R H A AR K IR B 524K (trans-
forming growth factor beta receptors, TGFBR) [ 3£ iX,
BEL 1 firb I8 40 P 38 5ok TGF-p 38 8% 1 NK 40 A 3 i ) 4 2%

NKEVs % [fi ) CD276 (B7-H3).CD97.CD55 4
55 G035 5 A0 AE DG IR 43 1T 5 i e A i R f 2 24 i A
HAER, S mPihis RURY . Federici IR AL 404 T
NKEVs  [fl 1 & F 20 3%, & 3 NKEV's A il 3 % 2
i 2% T S 3 38423 CD80/CD86 AT T 4 Jifd 2 11 CD25 1)
Fik, [FINTE G2 M HI K 7 IL-10/TGF-f 2517 16 I 464
N, B RELERE o B RS . BB FE R B, NKEVs
A7 CD56" NK 4H it b 31

LAk, NKEVs 1A £ i CAMs, 1F % i 44 4 JF Fi
AL R ROE AR E AR, BAERRAH b
—, AT 3 20 it A 2 S5 1 28 B R S AR IR S S i
. RS Z A T I bR TR 5 R T R E S
Fr I I8 45 2% 3R AGH e 8 T 200 it A5 A R i 24 12 1) e i gk
R o< B, NKEVs £iAH) LR & R RE S
T A0 Rk G R, Wk NIRRT S 5
G HE A RIS, NKEVs %k i1 H Aih & 2 CAMSs 2
R, BN T 00 580 55 3 B R ik e
S A B 1Y R I B R AR OKSE A E S AN
R TE A 9%, WP 20T LSS 5 K, 11 IR i
B 0 G I N . IX 28 CAMEs [ 36 1K B 1k %5 NKEVs
Z: 5 7 A BRI EL AR A T B A A LS S A B

NKEVs = & 41 55 1 12 %% R 7 il CAMs
AT NKE Vs $1A3 #8127 473 i 78 40 i () V6, 26 300897
21 Bh NKEVs S8 5] Jiogg 5047, 77 31— 25 18 5 bt il 8 2k
. NKEVs %A i) MHC-I kb NK 40 a2, Rt py
SIS AR 22k 5, DLNKEVs 1E N2 W85 R %3G
R8T 5
3.4.2 NKEVs{EAAME AR ITSHIE NKEVs
TERNZYRAR, EEAERI S B 5HAHRN DR,
NKEVs [ HHUS & FAN A 1) 7y 85— 2, F 2R
T O R SR AL S IR AN IS S, (R
Bk 25 A B RE A, R R NKE Vs, 1 Ji, 1% I
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2 5 A S 0 T AR A P ) B R R Y 0B R
FR R EY AL 3. %0778 T R Tk ik
A ABFEIT, ol A] BE IR NKEVs. 4% 55 Al
PEATARYE NKEVs R H & (IR FME 0 S 4ith, BEAES
KIREA = o

NKEVs (145 24 52 21| 2 Th 5 (1) BR ], 4 4] £RAE A il
PR NKEVs. AR 2590 34 240 %1 2 72 F) FH NKEVs
WA — KPR UERIBE 7T, R EVs 8254
RNEFEHLEVs Bf 5 IEVs JE 5. /N3 T RNA 1] i
YA, R B3N EVS™ ., Pascucci 25 H =1 711
& PTX Ab 2 18] 78 b7 40l B4 PTX 2 N\ EVs.
Lee S5 F 57k I 2% 2% 24549 1) g o M 5 4 B S 9% /5 T
RN EVs T 5 BRI 7 2515 21 EVs, X}
TR Z, BERA AT 52— @ 320, W TaEK
2y, TER LGB R BRI 25T 5,
4 — KBkl . FIF NKEVs ENZWii%k R4, 5
CAR-NK 4 ffd it 4k 147 v5 A0 L, [R50 RE 10 I 55 4k 204 1
NK 4 i 55 15 8500 2 2 R A o B v R 55 1) AL
4 NMARESHE

NK 40 fa A5 Sy [ 4G G 28 11 26 22 20 B 0, 78 i R
T BE VR IT I AL I AR B . NK 40 i 78 I b 6 3R,

AT 2565k 8 S A 6 20 i BRI 7, S e 3 e
PR o 24 iR 4T Pt 3R T 45 A 0 i sl L A o v T
A, NK 41 i ] 15 50 1 43 6 ks Bl A 25 L 2%, % 4 P
J . T CSCs MK £ A MHC, T 5 # NK 41l fg §
) %A%, . NK 4 AT 24 5 1 8 240 A ORI, it i R
B o FET NK 20 M 3 L A 5 R ) 6 7, L il
Je BB R VR T A R B T S A B, LR NKCAH i
A NK 20 B A 4 477 AR A 4K 3R AR FI NKE Vs 55 .

NK 2 B2 1 i g B0 ) 36 977, A7 T I i 2 Bk K
TS, FH NK A M AF D 304 B HUNK 4 A JE 6 4,
ANTR] I 28 NK 2 i £ i 8 8 ] B8 00 A7 AR 3OK 22 =, 4
Ji 25 M 5 1) CDS56%™ NK 41 g 52 21411, 117 CD56™" NK
£ it L 1) e ) B o, (H25 5 52 B iR TR B ) s,
FE e 75 AR R N I, an T i 5 0 7 R 1 NK 4t
VE AR A R, (B3 — D5, NK 4l
JH FF AR A0 358 AR RN P A 4 77 35 P 2 R NK 40 i
PE AR B2 B NK 28 A ik 588 NKEVs 17 7£ (1) 35 3 [7]
R FLIR, IR NK 4 A A 3R, fEE A e AR N 4 AT
O3 H e DLIB IZE B SRR IR AL 1) 10) R, AT 5 S A A
S5 B NKC 2 8 1) 43 A7 380 g, 2R E 75 0™ NK
Y ST VE S R BTV VBN 1T VR S B R AR b
AR v I e 2 —, SRR OBl 1T v UL R AR AT
A R R ICD B, i T A WA TR T L R Ak TR
T, PR E NK 4 2y A 20 eogg 54675 e Ak, dnfal i e

NKEVs i 20 #0242 B i) H B H 1) 2 r) . N

2T B 28K 24 711 2 R T R S R, A PR IE 45 245 U%ﬁ‘ﬁf
i 22 3 N NK 2 FR A7 4 4 A 4t i 2 25 1A 1, {7
SR b R NK 48 B0t iR AT B R AL R
BT, SR BUNK 41 i 5 NKE Vs 3EAT 508 8 1 36
I7, AW E AT 527 1

YR & DUk TKIBUE 70 97 SCHR A R 10 SIS R By b B

BB B ST SO SR N B S B VP R 7Y AR
LA TS BV SO A B T R AL S R RS S R
KHZ.

FUERMSE: BT 1 #2575 W E AR R 25 v 5% .
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