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. How many forms of cell death are there?
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Ay 4% 51 22 (NCCD)X %A A i s il il T8O IS MY & S AR FAFE4 i (dying cell)f9 7]
WY HLRZS, FET-40 M (death cell)RHE 40 MISI A A Ay s, AbF A0 i%E fpR AN, dnfE et
MR B RFA—ZJF i, AHEFIRIET., ZEHMIREE, AR, RAEFEUTE
— TP EE RIESFNRME, ARAE—THRMIET, XEAGFEARE: (1) #RK
ETRIEASERENE; 2) UM BT /MA; (3) 4UARE B4R A 4n s w2,

2 YpRAETIRB X

AMIAE T 43 28 AT LA B ISR R X 73 (1) MRABIES AR 43 R T, RFE ., E
A 2253 BERHESF; (2) ARG Fbr e ] 70 2 I = Bt R & & R4 5+ M2 I Bl (caspase)-fCi 2
Ficaspase-A-HKHIRL; (3) MRUEINRET WAl 20 AERFFHESET: . BAMET: | JRERMESE T K AR PG
05 (4) R RBEEIFIE T 2 A B et SE T AR BUR e SE T, 7R B F BRI B A 12
ST AE T I .

PAE, ST E G WP W SIRSE. BRI MIRA R 26 41e, H
AU A ZET I 20K 43 13267, 3 B E R pihip b e R3S, BIT: . SR3E . A MR
Fers. RBIUATC . MR E YDA 22 o R OHE. T AR A 40 AT T A X AR TS (R
S S T3 200 P15 5 A5 S DA B S SR B 1T, AN () R Y ) A SR T 5 15 Sl R 7 R
2 T H P —w . ARAMIETIEA T AL, BTLA, IRMEXS B g e T AR — A
SefE Y. SRR TR, 0 H b AR (] — > M AT 1T 3T R 2 R (D ] s 12 ) H A
FET- K. A SCH: R 5 BE LU LR EZ A g sE T

2.1 i1 (apoptosis)

FRAE19654F, WAF T (R B2 5 R B, 4 Jay Ao ke i Bt A R %) T 440 i 2 72 i 44 e o AT
TG B A 4 4 R AE ), (ER A G A PR, 3 S A 4 AU IR B B A P T A B, A
RN IF AR R A RAE RN, BRI A0 wE. B3 19724F, John, WylieFICurrie®=#HF 5T
HR LT G FR Hapoptosis, BIVAT:, FTF 2 8&, MRSEESMHQEE, EaERE. K
BT R, AEAR IR T A B R AR ar A ES R, TR — AP AE AR Y RESE, [RIAEAEAE A T 2
ANME K E AL T TE Y. AR TR 2 A0 A AR R B AL, 4 e A T R
To/MA, 55 B0 BRI ARAL B 40 e sl B W40 MO T A, B AU ST &, A T RIRSFE 1 &K
S5 T, BIBcl-22E F %% flcaspase & R %,

MR T R— R ER R sl R, B — R CER TR, EE R T LR
o, M T A A A B R E R RS EE AR, B0 BRI DY AR TE R, (RIS, 4 A
T S O 25 R4 12 B e 2 il i 5 B MPE . S U, Prdal i, Y4 o B 1
4 ¥ B — B P A R A & A, BN AE . A XU B UL SE slopf 2R A T MR 55, {H4H
TR FE ot SR LA i % B R T R, BN aE B B B G e 0

2.2 YMIEABE(necrosis)
SET-AR, “4ifiRe-4 SN R R, L AE B, Ba N Ey Rk,
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SR AAE R . ARACHT RIS, AMTARIRFER—F sl AR 32 s AME T, (BREE R
BRI A, & B4 % AR AL t R B P PESE T —Fh i B R, SRFEm i Rt R 32—
RG-S R OsLnRE. TFRRMA, ZERaalh, FSEZEkSRE% S EkE
PG R TR R, EAnRd B #E caspase, XN BEPH T, 40L& A AR SEIREE. B
B2z Ah, 40 R AT LE i ik A 95 IR AR B S2 4O S R AR SE. %32 AR — B oll-HE 32
{&(TLRs). 40l FiNOD-#£3Z {&(NLRs) & RIG-23Z{A(RLRs). X 2657 (K RE 5% 1H 51| 41 5 SO% 3 1Y
AR/ K, QILPS  HEE B A 5E, IS S Rk e | R4zt . BRUA b MR A
AR EZI, HRELRM, ARAEER. S8 FIRE. SEEEEARM. PHEHS
HREN FAMIRSE. E40 S T B b, A SN R 1 B DNARE BE #4722 5| 2 PARP- 11
RS, TS | AR AEIASE. BT R PR 1 S RIP3 55 U T R SR S0 1 3 B S Y. AE
AP, WCRRIPIX PR HIMAERA R &, M4 HBIIRSE; A, RIP3UNRIE4IMIRIAR
168, U4 AR A0 2 . 3t R 3 4 M O T A IR B S PT LA A EL R .

AMIIRFERPT-—FE, A MAR T IR P IHEE A TSN A G, THAERRERGENKE
MRSHERPEE EZER, S5IMNEHEMARHERIMA NS SR, HRTEES S Z MR
kA, e P O AR, SRR 2 A 2R A TS .

2.3 AWEPE4ANEAYETL  (autophagic cell death)

T g 40 B TR — b X5 R TSR Y S — R AR B FE T K, ek AR R T YRR e
ST, LA MR P R A AR VA R A RRTE, BRI P B v
. R HWRRT ZHETEZEY D, 4K —F BB ILE, TR E SR F
FEIZ D P9 A=) K40 F (Bl R 4T B O 28 1 ) S5 D RERR (IR A 4 O 2% A0 72, 2 40 O 7 A B R 18K
FAF T AR SO R ALH, XA K R R AR RS A EEENE X, EFER
2, R ARAEN Y, Mt —ERER, ALIESNS ST, Xat R H
HIFET. (BT A WA R FE T H) B3R R R AR R RGN, H AT A B B = [
G HAAEIZET (cell death by autophagy), i J/E4HMIFE T/ 1¥Ff 5 W% 4= (cell death with autopha-
gy). 1BICIe AR A=, XA ERZ A WA 552 H (autophagy-related gene, ATG)™#& 4,
BIANATGS MATGER A2 F & ik AL TRk Fad, 40l &4 A vttt

AMS5HEE. M ERE . RERERMEYFLIR, Rbhs5MEmhEiRTH
P S P B e B A B AR T BT R LK 2 E WETh RE & B B X R8RS A R e AR
B, TR REVE A0, [RIAH AR 9T & TR WAL R St B R R AE Y, X th R
H WETE i 968 4 M 0 Jst 2 o AR TR R FEAE A, PIr LA ) W ok 2 el A Bk B S M L. W
2 HF Bh A9 A A A R 32, REGEAMR A ME A RIS A A A, Blan, B wE AR R 40 A
B4 1o o PR P98 400 i e MK R U 3RS I R R K

2.4 R (paraptosis)

20004, Sperandio® A"'BF5E & B, 7E293T4H M FIKIGFIRAT, &5 MMIET-, Wi
XAMIET X SRBAFETHAR, e ChRIET. R TIERTHEFARIET, 4
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J 5 A R OR TR, ZORLUR AP B R i, A B Al X AR A 4 ISR TR Sk
caspase 1l il 57 B4, {ELRA) BB SR S B A9 IR B R SR R DI, RSB,
A T A A R IR SRR T (TNF)Z A KR TAJ/TROY BR B A K 2k . 4%
A FPRIT 2 B A WA B, T2 WAL R R A R B RO, B AR S R
A ZEETHE . (B AT 40 A RS WA BRSO 1 B MO SE T3 B B B A R

2.5 JidJit @ Y)(autoschizis)

JELE B VR — R e S TR . ST RISRSEAN R, R B U0 R R 4 R Y
> BB, R R BURR, . SORCUR SCH A 40 & D8 40 R 4 e T SR AR TE A
AR, BFFER B, MR E U B R AL R A S B AL, (BIE W AR R I, X
EVRE IS H DA R AR . Bl X AL BRI AT, MR B V1A AT BB R i
RIRTT BB

2.6 A3 %25y 9 Mk (mitotic catastrophe)

A 225y RR MR BOE LA H0E L —MAiSE T IE S, B ER LR, TR
S FEAMIE T — MR, A 2o IERA FEUMILEFUE, Ml k2
b, diMIEA R TSR RSEARRAE". A 22 B, WLl 4y RS A ANIRET,
1174 R 4 M B R A AR M. XA 24 R TR ABEFE, B I DNA 5 245432 F B9 i iR
7 P 4R £ A B SR A

PRtz ok, AT BB REM, WIFASET (entosis). XAtk (excitotoxicity) .
A EE T (pyroptosis) . < HIH T (anoikis) . 4 il f ik (cornification) & ik #)2E ¥4 (Wallerian de-
generation)! ", VT WIRFSTIE & BL— FlEr BO40 I FE T R ——4K JET- (ferroptosis)!"®). X & —Ffr
BRI AR TR 4 ISR T, B0 A 6T R AE B — Bl AL

kg, AERTIEXZEFEMERKR, E—SE0 T, — MR e R —F
XM gMISE T, (HRAERRE, —RRdstnE—E ik, s REMETE
K. EFR—HES, RARIMFETHLHRISF LR, B4 -5, JEHMEEMm
BT, BWGE RIS R 2R HE R AEN, AEER/ATPKY . 4t . femmEmE. ol
n, ATPRIFETR 54 B W, SRR B A RE4EF AN N RE B, B MM E mIR5E; &
FERR 55 | R 40 AR T, B AL AOHR 050 5 | e 4 e R E ).

3 ZisEr X

FERMIAE | MBS A NURAE M IZER, RN TRFRIIERLL, HES. IEM
EABHRF—HF: RANRTNHEY), WIEFRIREE”. MRESETINRLL, J7ATT5E, LK
TE R A A SE TSR W IE W B DIRE, ERFAIR RS, ISR TR S B I K A R BAER,
— BAEAE TR LRI AL, W5 RMRERIN AL, A S REERR, MEBRTHR
W % SREAE 5.

B Xt AR U FE T HL TR ABE TS, AABESET B BUOMIRTT & P REAE, BN ELIE . B IS |
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BE, AW S IRPE S AL T SNTE R IR T O R A EE I SR, RN, BRIET
—Ee I TR E CEER, RHAARMMEALSURG, WF=E, PR, O RS
FEh, A R TR KO R MER R P, AIMFE TR E AR, BT, ek
FET-H9AT I3, GLiproxstatin-1%F AT GE A A B B AYERIE 1R T 125 ).

ZRZRE A HFET IRt N R — i th JE T 38w A, ZEma Ak fr R B AR, AN UM RS AF
SR E AR, RIRE, 4HARFE TS A9 I H RS ok 2w R R i AR BEIhAE. AP ME N —
AR HEE, RATENER, BHEOE, AEEFIIEE, FRAEamime.
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- What keeps intracellular traffic running smoothly?
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MR R SRS Tie
&%, 2%

o Bk B b A AR A BT B A G S A LA T TRT, MR AR D, TR E R E SRR

LT

MR AAT £ A sy B AR AL, B A A F A AR BB KR A A IR AT S B, AT
Mk T £ piE s ey Eab. fBo T B AREA & AN RMA R B IR, T B R R
BRMRERE R MAEXEMAN b, SATERANMMR G EELRGKERAT. B
Wz, A FERTANRARAFTEN A RN FERED D2 TFHERGRMRET v
T ARABRREN I RERE - NERTBOEARYANE, FFEmy Ry @z T RS
AT NS TFRENKSFERS MM, LB EFE I 5 08K AE EF o ik LRI
RAERRAFERXRR. ATRFEML, BFARGIE G @RI 7 W oy H %, B4
MABERAZNARE THRARRKL—A. AXRAMALEREARLERPRBNES
AT EFRMABREMADTFHHRRERMT 58, AN EHARNEREHRE LFRAFHF
A

AR M RN T A A D RE SR A B, BRAFSRIE X e ob, HbBk b AT o AL i P 2 e 20
HEF RS, AHARLEAS BT bR e B AR AR B — K TR, BP0 T O REZE HR A
P RAT AL R AR T R WA A PR O E A, BRAR R EEA b IESLA) " 4RSS, HOR UK 41 i
S AR SIS AR R B, T L i 7 40 A PR e A e - - T S R T AR B s, 45
0 MO R HA 2 Fh AR A, XS AN TR (2 B (B A — A A T M R ST, ey T B A
RGN HUK BRI, IR KB AN T A R TR B TR R R4 57 B
YERL, BEPIN B A& BEAT B Y R LT AT LA AT, EXFEAL T, B R 5 5
Jil ) 1SR X T B A R 4R A TS S TR R BLE A A H RS T 2R E
BEHFERL. I LR 5S4 I S RS 1R B SS B B A AR T AR 2 B TR R, K
F 5 40 L R AR A 5 R SR AN D RE VR AR B T RGO B, BIUNIGPCRA R (5 S H il 72
PR TEEE PR, R EREILE . SRR, A TESTFEM. K
LR AN ER TR i R IO T ) DR, 40 PR ) 25 o 5 R R T 5 L Rt PR B 2R 18, X T4
H & ISR AL A% 2 8190 5 55 1 B A e iy LA G T HLER B9 T A IR 25

|



What keeps intracellular traffic running smoothly?

1 RSB e

TE 20 I P 194 45 L 2R 49 IR A 74 B0 i 0 ) TR E R R 50 TS B ) B SR IR (i 4
B )L B AWK Ay F (IR FR). X 8643 T #YA e ik R 40 I 1 o fCISF R I A A DI ik
MEENR, R SR HRESFHEZELREI A,

11 BT¥is

VR B4 5 Fh A B A FH B9 107 i /N, 495 B 7E A1 &% X3 P 0 BE A 4 35 A 8 Ak 0 K 24
A YE T A EFIER IR RHE, MAKSL SR, BT, VAR ES. hTH
RESE FEMMAN KA IFRs), ARNRRSE LFEERRNSH FaMARSH T HKRE
HEATRAE . M AN P B TR B A, oAU 0 3 A R AR R A B R T 2 R 4RI Zh AR,
AL . PRZeet . A0S 0055, DR IR BT P 1o % 0 - S0 IR Ao 5 18— RSO A 7% 28 4% i 1
(Ca®*-release-activated Ca** channel, CRAC)X 3 M, iX—id Bl P 9 I f) 8523 I STIM
AR A 5 199 P 60 e B S 8T CRACR 1 8B TP, AT S BRAE S AR B T R O T B985 3 1
HOR, P A A0 e 5 B R B LRI (S TR M REGR R, A&
T 3 B 5E ot N R I A TP, 32 Ak 45 5 3 A2 B 5 40 F TP O 80T 1T U sh 4 B ™, B o
Ryanodine 5% {475 i 1 1fii 32 3| 22 b A A5 540 F BB 013 3h 0 495 FE B 0 O B 42,
A% i 2 R P ST ) P R B 5 v 17 T S 5T 1) 4 LR ) R A LA DR AP A B R A A8 1
RS, X — B A FOLRH BOF R BT B, G B 1 i B8 AL 12 2 T W A B s 2 R
TMCOI (transmembrane and coiled-coil domain-containing protein 1), iX— 2 [ 7] fiE 2 i 7E #5k
FETH e B B0 T & A= U 3 AL TE A58 1 Y 2Ok sh s B 0L T R B GE R. BRI
5h, H—EENBETNERGRERR. bR M EEAFE. 40 55T 55 8 ik
FEFHE A, AIaE 2Rk A 88 ) #4132 /& (mitochondria uniporter, MCU)&E & #3110 BIMCU1
TR TECHE AT i PR P, B L i P S T o v ke AT i AR A, L A P
AR AR AT UGS & 95 B By 1k AR SOhn A i 785 ViR BE i i A Ak SO 9 e s Bk i 40 5 1
75 18R TR ) 223 5 5 38 6 % 32 2 11 (Na/Ca™ -exchange protein, NCX)HIA K5 F #) 85 5% 52
H F R 2R

12 Wi 1¥is

A A AR A A AR Z [ER AR E H BRI/ FaiiEsh, Ry R, a2
Wi HHEE . BEMRECH S, UISACM P RYFAY), GFNER. fTER. LR, maRF. H
PR TR R /REEEZ ML XTI ME EXEE, XE2FE WK
F R BRI G R E B, MAE AT S BRI T, MR UR BT REE
Bt AR, T B AL S RO — R A R R B B SC IR A ROt A L FLE, JF i —
B2 M THERERRRALFTHOIT. BREENEMEENEYIIGE, WoEEEEAmn
THR, CREMERESTHNSE. WEES FESRALNE T AR A &R %
K. (1) ERUHEHS> TR REE, X —aBe 20 1 R EHEz g
(GLUT1, glucose transporter type 1)), {H& i T & MAISWEETR M2 W5 iz (A L b E
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PLF R REEAREY, H s R ol iR h X A E AR 73E; (1) $Ba g mTE U
UDP-2} U 2 B8 1 L i 2 7552 (R SLC35A2 5 SLC35SB2I iz i ). 330 Al iz Wi 42 32 5%
FIEAKE | B K LA R0 R 7 R 0015 5l i 4, A 2L nT 2 GLUT 1 6 40
ML 9 B RA R 2, TR B HAE R R SR B R OKSE; MR R A RS FEG & 4
E SN BT 7= A= ) 25 7ol 240 i PR S AT LA R T R R A 2 R A A ek KO A i E 47, AT
WL FLBER A RN, S E YRR AMX S — 7, 408 P I FR G b 4 R AR 5 B B e
AR . P RE Y AR S s A B el R BRI TR, Blhn, VB A BERE R
B 7= 4, Ak T 440 L R PR R T I A e B D DA i AT O SR ARV FE 0 AR A LA AT
ARENE R 7 3 fmia, e e 2 R0R R i S AL B AR B L In ATCATREF, X —id 2 &
B h 2R UK TR R % 54 32 1 (mitochondrial pyruvate carrier, MPC)RE{L#EAT! ", MPCRYI) fEZ 2
FoRE S AT B ECFLRR T E A I ERRRAE; 1 SR N AR IS sh BT A A R Y, Bl SE R
B2, ITERRR . B RS, WITE G SRR A4 FOR JE sh 2 Fh A R ilhie R, x—
5 R A P o B Pl R A 38 7R 1 SLC2S A R IR B 261 il 7 R S i 12,

1.3 HWksy F#is

Br&Fh AW EAN T 50, QNI R GRS 7 — R X EE SR IIGE, EA
5y T ki 5ot . BARMKEES R EZRENTEKN P IHEfTH, HARES SIS,
T, d%fE, —MSWRIEHA Y DIEE M E m ik Z ARG E, Flindglfis . ash.
A, X—id R A 7 58 BUHHE TN R . mREEIR . B . AR L M B4 E A AL g
K G 1E. SublRI, 7608 5 R N 4 B i A2 o R A R i < ) R0 22 K ) e 75 2 8 B 1
BITE . ZRNFBRIE 8RR TR, X —id X TR A0 M 4 1E % AR s s+ 4
HE, — HAZPH T PO B B A B KRR B AR O S B R 2 R, L & R A SR TR
. fEWNE R P FEEPARER R A TX — L B2, 4350 P95 9 T i W 7% R 42 (ER quality
control, ERQC)#I P4 Jii [ #H <% f# 2 4t (ER associated degradation, ERAD)"?. XX B~ R4 fT
fEThRER T LK BRTANIOUE—M, HMARTERE A RGN 1. HitREEH KEEATS
SHrp, FlnssFEE. e, M. ZIEEERED . 2 Z B R B R
B MEARHTRE., rBRKIRFER SO TIERAWRAEHE, X — a8 ke
52 BB R R AR RALARIC (0, N B A 0 (04 A 2 9 A AN 338 56 T P 9 P B 4 K
i 1 32 (R (B i Derling% iz 8 (") HEA QUM R, 763X —FiE B, ZEURYIKEELK 231z
R AL, B2 W0z i 2 40 M B A 77 3K 1k SR EE K 4 AR 1 iR B W 3O 52 LB Aot AR
X — 2R 5 A0 A0 M P O - - TS 3 AR T T A M fd BeR A r EEE, K AR
R K. — P EL NG T REVED f, XFEREEHE KSRGS 58
%5 B -F & H (cystic fibrosis transmembrane conductance regulator, CFTR)AYFEK 77 7F & BB/
HIEMEAR, HlinfE 2 FESOSM EAEME AR, X—REHAFBOZEAEEN T2k
%, BRI R AR EANFEMHRERQCRGIN N ZRERATANEMEA, 4kmhi)Esh
ERAD; F6; H A4 5 AR A, S 3CFTRIGH: 21k 40 M 5474 1E 4 ShRE 35 e,
% 2 B K 25 ¥ ORKAMBI™ i S 6 %) 3X — i 72, 38 i H A7 Uil 43 Tumacaftor K £2 5E fLCFTR
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What keeps intracellular traffic running smoothly?

ASO8ZEAE I H 5 K BT X BEVELT AEAL 36 T BOR,

2 [ESRE

40 Mo N R AR G B ) S i R AL T — AR BE R AR SRR M 4 2 R i B AR R R, X
— o PR A W 12 e R AR A TN RE IE W AT R BN AR SRT, oy T Y AUAFAE R BORBRRS, AMTTx
M NERGEY FERINRAN B, FRMERAET: (1) BREASHRIT S8 TH
PRIME. 4Rk, RAAMER B9 S5 A P GRS TR, —RINERMBREAREG T
A B = HESE M RE R R AR B9 ThREHR, (R Rk e iRt 2 A% b Jm PR T 40 MU A I 9 B5 RR B
JRRIFFE, o T4 B A0 S oA 6 R Ge e 1z 6 2 (5 R O BIF 9 ol T3l | AR A Z 4 4 A DR e 32 P
1% (A1) Fh X0 AE PN B FR Gt A& R A 0 R 3 e B B B AT KBk, 7E TG HERR 2R
FAMEAR N EF BRI (BN, R . FrERSE) BRI AT SE R R R AU O T, AR
FR G 52 A L A i A R ST B S RE PGS, R RT RE A R AR B R — R A s AR Atk
TTIhREar A, FRARTEX PTG R BB B AH 7 Bk 2 A B T AT 40 P4 a2 i A A
WS T, HEEERE R X — I AT 5| R BRHIIRIT TR,
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What enables cellular components to copy themselves independent of DNA?

SIS R ET: DNA A
PR AR

AEHOME A E AR B, MM R FHEREALRE, NEERTRS S FRFTEYF AT RS

W %

ARBEADEFHOFUATEAN OIS, EARSRE. BBANFEELBEHFOK
UEHmRB)TEENMEEERH, FEFTEDNAE AR T XHEIRARHE—F
FET. AXBLPCERAFH PP ORAHAL T EHXEFEAR, HHRAFRNFHE,
MANF R T XA 7 P ik " R B FnDNA & -3 15 4 A R 4 4 89 L i,
BAHEM MG —Eah, EHi &M #H R W K EA; Fhikoh HBPI1I%EHCAEE TR
MESFEALEMWBAET QA N FoJe 6 A/DNAJE #1; 2K G R B X "B B 2 7 i fo
ERIEBEA, WEMEHT PORARZLRY, POREHEFRALANRRERE —Ed
ERAMME, BB, RUSHY, SRELRF EHRHREHLBHF.

20164F (Fl2#iliR ) FFUG R Science 20054F-$2 H #1125 MR 2 HiT v (R ETHAEA TR 2. 56317
FL A0 A 2 T R K R B AT AL T 40 B AR o E AR T DNARI R F T &
il B B HIRES? DB ALK e R 43 BT B b R (LA B AL 4 M 8% AT 7E B B2 & MRS R, I
B ARSEDNAE R [0 T X P07 VD XE AR RE. A< SCHY B B 7E F LA PO (OHE 6 i B i 90 ik
JR R ELRY, X AT — SR T, LA R I A 4 A SR A — L Bl

2 49 AR S5 A 400 B 40 B TR R — P AL T 40 A M AT A IR A A 2%, AL T RREE A
(Golgi complex)X s A4, [ 432 3 4 i 50 1 8 Bk ko Co AR (centrosome).  HHC {45 2 41 M 4 R
B9 IR IE SR, BE AL EME SIS MIEEGUSGYMINE R A/ER. BFREH, O
A f £ 28 0 0ol Y 5 M TR R 2 240 P S 7 A A - TR i T BB B 6 E A
0 1A H A T A A B3 B HE S A9 AR R B9 5 0 B (centrioles), HI9OA = BXIEMEH R, HE
0.16~0.23 pm, £ #0.16~0.56 um; 7E.0 R EE, 2z=FREVEFEEY (H OB EBEY R
(pericentrioles material, PCM)). H.{» {42 4 ff o 9 7 8 44 21 # .0 (microtubule organization center,
MTOC). L EPRENKEA N4 pm, AL EREEA(ESo-, B-, v S-Me-BEEHR).

|446



