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Research progress of Clostridial neurotoxins
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Academy of Military Medical Sciences, Beijing 100071, China)

Abstract: The genus Clostridium comprises a number of spore forming Gram positive, rod shaped bacilli. They are
widely distributed on the earth including the soil, marine and freshwater sediments. They are also found in the
intestines of domestic animals, chickens, and mammalian species such as humans. Many Clostridial species produce
medically important neurotoxins. For example, botulinum neurotoxin, tetanus neurotoxin, and epsilon toxin were
produced by Clostridium botulinum, C. tetani, and C. perfringens respectively. These neurotoxins are extremely
potent, and are responsible for many diseases of human or animals, such as botulism, tetanus, and enterotoxemia.
So, there have been many studies on these neurotoxins and new achievements have been made in fields of
structures, receptors, detection, and prevention in recent years. The purpose of this paper is to review the advances
on Clostridial neurotoxins in respect of structures, receptors, monitoring, and prevention.
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PR AT R 8 V2 W UE R MR T RAMUE M IIRE. 2014 £, H%

ZPHPERIRAE, EATZ A T 3R
HFPERGOK IR . ENTMEVFZ 3, K& .
A, LLR NI R IE i IE R R Y W B ROIREE
JEFFEE A LA B AR R, WAEE R R (botulinum
neurotoxin, BoNT). #15 X\ & % (tetanus neurotoxin,
TeNT) Fl /=S K REAR W € 73 & (Clostridium perfrin-
gens epsilon toxin, ETX), 437l K& # (Clostri-
dium botulinum) W45 RNAZH (C. tetani) F5=< JEN
W& (C. perfringens) F=H . 1EVAESCHRA, A2 B
2 Fp I H A 48 BoNT Al TeNT, [y ETX tH 71
A A RN Y, WA SR 3 R RGO
MEH/R. X3 MERLSHRAPEDTREIE
AHT =B 2. BoNT & H #i &I 1) A5 = fik
R I EE VR AR IRV BT, 0/ B B e
i (lethal dose 50, LDy,) 24 1 ng/kg™, TeNT FEA1
BoNT FIAHAL, XF /N LDy, 215 1 ng/kg”'s ETX
X /N LDs, 2154 70 ng/kg™

REMEE R AMEREAEE &, W HEE &5
NS PR ™ E R, IR AE B R
AR, P, —ERIFEEENAN R, KEE
FH S KA RIS N T PR S, A AT
(RN 2 4, H4h, BoNT i HAkm &k,
BHINE bR APl ds i BiE R, 2 BB AR
FIV, TeNT & 51 N B A5 KR E0m R 7, H st
P FURGL R AR B S, — B IAE R T AR
i PR R P B SRR AR AT AR 22 8 A ) LR AT X
FETs . ETX L2 B A D AL p= < 38 AR 1 7
AWM EEIURRE T, WTREULE. MM
BN P 5 IR B BE i 48, DA SGH A 76 R AL
7 B 5 5 R 1 SO 5 P A R R TR AR
FETCHR, HAESRFIE TR EIL 95%~100%, (L
PREIT BT 30%, 2R E )&t 5 1) & AL
b AR P R g 2k

AR, 1X 3 FPE R W FU LS 7RO,
FEERELEM G 2R NP ST . AR
MIZJUANTTTH ERZRIR 73X 3 B2 i 4 58 R AT
Tk .
1 ASHEFTE

WEE P4 7 2 (BoNT) J2& i R SRR B 7= AR 1 —
FiabEE R, ATLA N T AN IS 8L, 43 5 9 BoNT/
A~G™, B BoNT/G 4, 4% 1 35 %Y #4776 37 B,
4 BoNT/A {45 5 DAY (A1~A5). IX 7 Fi Il 35 7Y

i S 2 [F] IR A 1 T 0 IS B BoNT/H, i 0fiL
BEHMERARYEHATTA 7 PR PR — M
r R UL B B R SR S T 2 B i ML B A
J&TIA 7 Mg B AT AT — AN i BB A . 1%
IS AL H e B 4 oe A G B AT U,

BoNT PLGHEPEM AT R # R T AP AE, 2N
PREAMNEE ABERER T, 78 N i =22 —fr &4t
WrEd i 2588, TERATETERI R R 1. ATETER
BERSTH%EHE (M2 TREN10) fl—%
BRBE (RN FIREN S x 10%) 4k, w4kaEd—
A hn R U, SEBE T DU R 4 1 i 2R T A2
wahis, AN RN TIERN SRS T
NG P e B NN i A R A )
B, EBEAE N ARIE B IE RS LR A 3 R N
JRP U2 NG B P R T B R
P, W RAYIE S Bt/ A O 2R . BoNT/A il
BoNT/E nJ LAYJEI st/ MAAH I [ -25 (synaptosomal-
associated protein of 25 kDa, SNAP-25), BoNT/B.
BoNT/D. BoNT/F 1 BoNT/G fJ LA 1) 1| #& i 4] 5%
JI& & F (vesicle-associated membrane protein, VAMP),
17 BoNT/C [7] i} 7] LA ) 1) SNAP-25 F1 5% fih fit & 25
5 (syntaxin)***", SNAP-25. VAMP 1% filt fil & &
L2 25 7E — 2 AT LA 5 5% Ml /N 96 0 5 ) s 75 2%,
RSy I8 U X e E A T A 1) SR /N 9 P
ZER TR TIG,  IE UL RRISE, 3 T A8 2 o PRI R
SETMAET
1.1 5%

BoNT )52 1 LA K ik N 22 241 i B ML | — L
MRS . HAl, BoNT X2 ARE A 2248
B3 2R S, BoNT ik A\ 28 4H Jf A7 £ i 52 4
EAZABMMAETHEZA. BEELT, S50
TR — S AR SE AN TR, 17 0 52 A2 (] 6 &5
AII LIRS SR & 71, R 1HIH T 8RR
FREEZ R AT HEZ k. AR, D&M
E B35 2 1 8 1 32 K 2 R /N B H 2 (synaptic
vesicle protein 2, SV2) 7+ F. SV2 4 F4 3 4~ #Y
(SV2A. SV2B 1 SV20), A[FAAIM &5 T3
Pl SV2 73 FHISER A 2 7. B BRI F BEEH 5
TR AR R S5 5 8 H T (synaptotagmin I, Syt
I) B8 %% fil 4% & & [ 11 (synaptotagmin II, Syt 11)*7%,
CHERSTHNEAZEBEIEATEE. SR
SNHNES TRERZ, SHERSTHRIMHETE
NESZ AR AL —F, BONE AR, 1257107
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HAR, A% —, Ak GTb £ &M e RT3t
BRI (R D), Rk, BRERD M
I I 25 5 DXSsAR X B0 fR <7 o B B BE ST I ER N
BoNT )52 & it N AH AL AN 45 LA 1, {HL
HMARZ T BA DGR, CHUBRD THEA
R —EHRAYAESE, MAREHE C MGRD T2
TAAEER AR, WHFRY], SRZ AP AR
LA LFE KRR C BB R R, X th R A
SR A C BRI A & R A soE AR
A XA R &R TR AR, X
BRI T, BAZEE TS G o tErER .

AAMFRY, CHMERD TAAENNZE, HIX
AN AR R AT H RS2 A

Foh, BRI TRE AR ZARLE G X532k
gaEm RS Y. BT ERSTRE
T REAFAERL 2 I AR GE & NI, IR e S 382 [A]
2 (B BB P RE 2 BUBGE, PRI, Herp— AN S5 3
5 ARG JE T RE 2 R o) — DS SR 4
o BRI RAVE 24K Syt IT A2 19 1 l5 32 4
APV N B K 7 T4 &, T H P 4 B IE A
FEAR AW G AR R, o A 21 i GDla 85X
GT1b A LA/ 15 Syt 1T {44 ™.

*1 AFSHEFEERBGRHELERENZHSKEY

R HE Ak NE =2k 1EH IR

BoNT/A SV GTlb SNAP-258¢

BoNT/B Sytl, Sytl®™”! GTlb. GDI1a"”" VAMP

BoNT/C Fe50 GT1b. GDIbPY, i fzE SNAP-2589 Zfilifib 45 25 1
BoNT/D Sy2Bs W el 2 B2, GT1b. GD1b. GD2™” VAMP

BoNT/E SV2A. SV2BMY GT1b. GDla. GQIlb. J#E g™ SNAP-25

BoNT/F Sv2i GTl1b. GD1a® VAMP

BoNT/G Sytl, SytII** GT1b™! VAMP

TeNT SV2A. SV2B™! GTl1b VAMP-2

1.2 @55

X BoNT i e -5 Y002 5o AR A A il £
G AA EENE L. EJLE, BoNT 1R+
RIS TR R E. HEf, NREBGERLE (mouse
lethality assay, MLA) /& £ Il BoNT i 1t 1) 4 br i,
Y LRI B A B30 9 BoNTH™. BoNT A 2% (¥4l
J7 A FE MLA DL T HAR S W 0 7%, nEr
BRIV BENTEREE . E AR BNE A &
WLATES I . SRTfT, shPiliesen &K, HIARRM
2R 2 T EOAIS AN AT 8 b (1) — LE R FE, RLAERE
AEIIRE LI B 3. Sh o i 2k DA
AR RIRAR N 1. 5 MLA AHEG, #AR 1)
WTTENZ B A& PRl 5T ashik. dERTE
U DL R RS = S, Fk, Pk —F R
e HLAT DOR TRl A & 1 / JCiE PR ) BoNT [ 44 4k
RIS, T B S 2% T Bt 058 (enzyme-linked immu-
nosorbent assay, ELISA) F1JKEE Py D) BEvE HEAS I, 0]
S NETE, FT DNA KA MR HAE
TRz RS X AR R AT Rw AL E
H, MAZEIERFZR. BoNTs I HIRM 5k
W= 2,

Hl, ELISA #iARC4T Z AT & WAk K
FEA R 2R Z ORI . (2 ELISA 75 3555 2% 1 5d kb 2,
AR A AR BT B AR G 2 AT B AR 4 A 17
g, 5 T #E, (2R EE T MLA 5.
PCR 1 ELISA 454 Ja nl LA 25 52 skl 1) R
JIg Ji 4« ELISA J& H A 45 i 1) BoNT i il R 8 #
R, (AHRERCAE 2, B s Jeimi e
ARFAPEL B . T T A AR R BOR AT I 7 V248
T Az, EHERHETET MLA {5,

P IO TR P XS B A BN T A %) S T S AR
JEE 77, P RKER VS RIS AT I BoNT 2T 2 iR
AL T 2R, mE TR EAR . ROt REE R
HREA, RSB TARILRSE . X708 5 ]
PAFRAS AT MLA 50— 8%, H 20 am R 8%,
o 00 BF T) B0 ROK 4 i B LA R Lo 8h e BT
DAY TR 5 A PR 00 7 92 P R A 3 R B (DA O
B[R] G K T] DASRAS B v i RS, omT DAAR AR 52 B
55 190, 578 32 B 1) A0 R BB

HAT, RZ5k02% BoNT R R Ui
s3] 7 fg/mL M. SR, AR — R ] B
A THI A G BoNT ASH I A T I 1 I 850 o A0 4 fo T 22



4 AR 8%
FR2 HAEWESZMEEN G AR
J7ik i R PR (mL ™) Ko U FE S H 2tk FE b2 0 T4
R
/N R BE R 20 pg 4~6d &5 ZIR
SESTI L WARTY 2 pg 1~2d %5 ZIR
T2 LA R <20 pg 4~5h %5 ZIR
FET PRI AL
ELISA® 5pg~2ng 5~6h ZIR gD
G Z AT 1~50 ng 30 min F40 =
T A4 A 50 pg~20 ng 4h B S
Gu)%PCR™ 1~5 pg <9h % AT
Jig J5i fA-ELISAF 0.02 fg <9h % FeH
A AR AR
KURT S MR B (bidiffractive grating assay)”” 100 ng <30 min j S 1%
= W A% S B 51356 (array biosensor assay)™ 40~200 ng <30 min 2 1%
SRR I (optic and fluidic assay)P™” 20~500 ng <30 min P 1%
A ELISA(ELISA on a chip)™ 2ng <30 min 2 &
T LT HLAL A A R 40 pg <30 min 2 e
PR O T M
EAERVEE B v 20 pg 3~5h 2 =
5256 = i 4% (ILab-on-chip)*” 1pg <20 min 2 =
JIK F: 51130 5 (Peptide array assay)®” 3pg <3h I3 &
LR e B AT 0.5 fg 25h %5 1%
150 ng 2 min & 1%
21 iR 50 1~10 ng 2-3d &5 1%
JoR ) 0.4~6 pg 3~4h B =
F S B AR FLR™ 8 pg 5 min & 8
66 fg 5h 5 1

ik ZFRMEE U Singh )™, AT T RN

SER T IEEARAE — B WA, B — 2 Y ek R
Abe SR, IXELTTVER T R R HT SRR R T8 7
AT NN, A AR AR AT DLId I F AR ) eleadt BA
ik BoNT Az Ffr TR I 1 ) AE, () B0 3 AR5 B L)
ST ) BoNT Al 5325

PRIBE R (B i 3 R A 2SR 2 T T A A
F AR R DA AT W B iR YT . R R R T
B B R B IA 0T V5. H AT EAME 2 (1) 2K 5
R AR GKIER BN, R REH
A~E X 5 NMIMERL, ARedlpt F AL G R E R
Wit ', BoNT 1) He A BEAL &5 R4 1 Bt J 3 AR vk
SERE, AENRIEIRAES R B E R RN,
H i BoNT E 472 B RO 78 77 1) 77 i F Il iR
EWIEEARG X P B EERRE, AR
MPURIGITI 20 2 M S iEsiE R ™, o
ookt R e A R R T R
WPiEE R M, LLABT R BoNT R 28 5

TN N TS RIIRSEA) 6 BONT [ # 14 n]
LA ) IImHI R, BRSSOy A S &
OTRTERIE TP E

2 WIEREER

45 XLBE 25 (TeNT) 2 H il 5 JRUAR BT 7= A 1) —
Fliph 228535, 1 BoNT L5 FIAHL, tH— k=4 (4
XF o F RN 10°) fl— 4 b (FX S T REN
5 x 10%) Mk, WACBE 2 I B iR . R
[F) FE B A Zn B 7408 i ) IR VE M, P RA D) #)
VAMP-2 & [, BHEH 3 A&, 202
HN. HC-N M1 HC-C &5 18. HN &5 1) A% 70 1
JREZIN S x 10%, B 24 11 nm KA o BRHER- K ;
HC-N g5 38l 6 /> B 478 F1 4 > o iR iE H e — A
B EIFESE 3 s HC-C G5B 2 A 2 Ml R
METEHRNS G S, M SHRS TMIEIZS)
25 441 5 ik S 1) 45 5
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2.1 ZHRBURHIEIZR

TeNT &1 g 2k D &5 20N, (Hi%
BEROS TAPAE S 2R M AN BRI E . 2009 4, Chen
2% PHE S TeNT 431 HC-C S5 #4038 A7 2 M RE
[0 45 A6 4 (W R A RO ), 3 1 1> 45 A4 J S /e A o
S HRESA, mHERS TAMSH &R
SEA R AR . 2011 4E, Yeh 25 U9 131,
SV2 /& TeNT Wi H %2k, N SRR TIHEAFHK
M ITTAIML. SR, 2012 4F, Blum 2 ™\ hEER
HENH R AEAE P AN [F] AL, — o A O T 5%
fl /NI I 77 2, 5 A — TR RN S /N DG 1)
753 AR R T AT SV2 43 F AARARSE
AR SV2 MBE RS T ARKES G BIHATHN
1k, TeNT 73 F @& EAFEE HZ AR WA €.

TeNT 43 ¥ B Z AR A4 2 sh i S g i 45
S5 18 I 52 AR A 0 4 R Y A A R N 40 e P 3
e BHATR D FHIREN LIrE s S g isqT,
T2 BIA R R RIS By 44 20 G AT 0 i 4 0 2 4
MLfAE Fab, A G 5 2 o Tl 2 Ak N B0 )
MEMBA R, BEERIBMRN, BT
HVER B 43 R B R RE N . BN SR I R 4y
T rfLADI#] VAMP-2 51, AT 1 5 fi /Ny py i
20360 SR R I ER T A T 40 B A2 00 o e o 2 4
21 O I SR J0IE H AR TS O, i
BB A U A DA, SR SR E P

TeNT I BoNT /£ — R 4544 - B A AR, 7
HAEGERAE R 7 R BN, fEH HEEAT L
BB AR A AR SRR, iE S B
BB (PR RS RN, XS R B Ak B B
RGERR,
22 WN5SEEE

P T B A DA A 48 E A 0 U e e 43 XA 1
&, NS O ARHERAS Y, o] DA B GLI L 2
AAL, EHR TeNT A1 BoNT Z1EAHL, HHHIEA
YRR R, Rk, TeNT (A R —
HEBSHAIMEN. B 0T HAM 5% 15
MREL D

HAT, WA KR B E B R e i, o
NEBN GRS R Y Bish R e
TeNT e k8 A, KN H a0 8 5T TeNT G
HREAEARE TG, FrLlEE &6 20%
9N B A5, 1% F N H L™ B f 3ot A s o
TR TG TeNT KRB R0, APl
KA RIS, AT LSO MU = A 3 B A B

e FIIMZIE R A, B 50 000 N2 1
N H B SR, 7 E A R A4 5 0 T

ZA P RGE A LA R AR RF 25 T 5 808
AUy, FEREERBERER. EHR A
HAMMETZ T, SEVEENEIF T 80 it
R, B R K Z AR A ) LA K. % R
B TR, BTNk, SRS EREHD
WK T Z P E R A LA . FRIE AR LI
R G5 TR A B B, 1 e R TR
BHHZ. EERRBGR. 2012 42, FRE MR K
TP RETE LA R B

3 FRERREER

PR 1 e B R (ETX) 2 1 B A D A
PR KEER B A — M A R, BRZ MY
W, WHEAM . i, K.
WHEFI IR SE . Hal O IE 2, e B[R W
AN HISTIST () KoL g 5, H &5 48 FE PR K
/N 987 bp, Hahl 329 NEIERE, A 32 MR
FEAS S RE, BRIk 297 ANE LR, AR 4> )5
oA 3.2 x 10*, ETX 8 Jate = S ms i i 48 5k
AKIACUEE AT 8 X A A i, &5
RIETEAR B 7= AR R L BR H B (A-protease) FYH AL M
® A B, 0k GBS (trypsin). R A AL K A B
(chymotrypsin) (] Y % 5 A A ¥ 1 1 B 24 ik, R
254~261 NMREIERR AL BEEZ IR, X 7 E
9 2.83 x 10*°~2.91 x 10*™, ETX —Z 45 ¥y e AN [6 &
HEgUIEIAE, WK1 . Hd, - B LL
VIBRRTAATE 2 N o 11 4> C i 29 MRIER, Bk
B A] ATIBR AT AT 2R N o 13 A~y C i 22 2 5k
P, T H L B 1 R R B 1 L (R4 FH AT DA 25 Bk
N i 13 A, C i 29 MR EEER P AN 7 A pr
MR RN RAFN, SHEEEHREERN
/NERUIR LDy, 294 320 ng/mL, 4 - 55 (A B & (A
TR TR NN R LDy, 29°4 110 ng/mL, 17 48 %
Pty R e v 7L R 1 Bl 3 R TR AL 35 2 o T I
B, X /NEU LDs, 218 65 ng/mL™, SR, A
IR 2E N N A ETX, IS s s
RIKEEHZ S, RATFRERSTHERT Nig 13 4~
C ¥iij 32~34 N IERR, TERCH 3 FiAEXS 701 &4
N 2.7 x 10 IR RS FAHRKIREY, ZRAYIN
R R,

3.1 @5 FE
H 06 ETX 20 f 25 PEALH], AL — S o H o



ikl #28%

6 Ak
IS/ N-si IR B
1 14
KEISNTVSNEMSKKASYDNVDTL. ..
JiR 1
JREEFLE B B
- AT

|23

WAL RS ETX AWNEHER KRR OH L& 7 fiE,
B IRA F S 56 4 38 AN B 58 5 1) B ETX B4 F L
i) B K R R DA, ETX & — Fh ik
LB HR, X R'E LB (Madin-Darby canine kidney,
MDCK) 4t il B A SOEAE R, vl 7E A M b 5 g
BAHREAS SR —M-ERIEEEY, e
JER T B — AN R B FLRR, 5 B0 P B i 1 e
8 P9 K B 7 AR BT BTX g i 46 kg B A i fL
HRFEN EEAEMRE S Y, AiABERN SESH
gt iRk, HEI—FPRKMES, B34
SERPIRA G HA WK KRR MRS ETX 73
TH 3SR (K 2), H, S Idha—4H
VB RAFERR R, WAHEN W] RE e 5 2RSS A IO
DX 3k . g RS IT Hh R RE AT AE T B LS AR
FKMILERIX IR, 1E S124-Y146 Fr B X Bk f & 8
ISR - B K PETR L, TERK B A -RE5H, HEME
TE G SRR B s I S R 3, B H ATk R 3RAT AT FEIY
SLa g R PN, Ak T R AT AR — AN EE RIS
MRRAL R, B W RE S 3 & ARG S R IR N A
o< Bl BAR ETX [ SR 45 /) Sl b, E2 34
S AL I ) BB R IR Bk AR AE ETX A5 b 1)
FARVER A 0iE 2 . an FEAT DU H FLR B
RARI SR AR S5 48, R AT DL 4 1 )R ETX () 454
5Isg.
ETX (1) 52 4K W AR B A, H B OR B 2 R E 4
F T ETX 20 352 10 R € 1) 2 AR 455 . A2/ R
BEFORIR N (1 45 4 vT AR R PR 33 R A P, M
BAI,  HTAAREE 2R AT DA A 25 3 5 40 ) 45
A UYL 2R e 4 B R 1 R 4 S R A
Ja AT AR SRR RIS &, RS2 ARI) 1 FT g A2 ME TR
FRpEE A . BOLAUERERM, AL R EE g
244 1 (hepatitis A virus cellular receptor 1, HAVCRI1)
A fg 2 ETX 3 % 454 MDCK A ff) 52 44, {H A
BRI ™ FAEEIREY, 40MEE K MAL
5 [ (myelin and lymphocyte protein) %} ETX 54y

274 296
.. .EYVIPVDKKEKSNDSNIVKYRSLSIKAPGIK

1 FEEEEHREETXS FH—REHRER"

B2 ESEEREETXHISZMNRAEHES"

45 KB B KD ANTT D JRAK ETX AN
TR v [ 6 B DN B4 it (CHO 41 it ) #F FL i 4
Tk T RECRIEM MAL 8 H 53R 17X ETX 1Y
BUPE. SR, BT RA R IL MAL & A ETX
BREOZEMMHEEIEN, Fit, REHEEHE
MAL & ETX K521k P,

H i, ETX 2504 M i Bl ) v R 58 4
W, WIREAEAEZ MALal. ETX B804 &
FEEAH MDCK 4. N -FIF LR (Caucasian renal
leiomyoblastoma, G-402) 40 fid. A B kL 40 i )
(ACHN) 41 it A1 5 B2 i 52 4% (murine renal cortical
collecting duct, mpkCCD,,) 4H fid. 7, MDCK 4f
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Ji S WF 78 ETX BUAE 55 14 5 8508 1 1k oh 41 Al 2R A
TPTSeAl, SRR A — S, Sh
& BTX EFH oy SRR B8 5y, i KM 2 Kk T 5
AV 55 2 AN SRR, 24 ETX K3 1E I o] 76 5 i
HR A B AR R KRB A, R AT A
JK i B2 BTX 6 MDCK 40 Jifd i 848 7 F 5 il
T AE SR BRI R Y s E@ TE, S E0E A Al
Y AET: Y, SR, ETX AT LL S H mpkCCD,, 4
Mk ATP 1G5 R AUMA T, XRE AR T
BRI ™. Rk, R AT REAE7E HAh fo4n Bt
BE ol

ETX A& dtt, LR EHREML T ik
JEAESLE A, R N B A P B R B 4
UK, AR R I, XK MR BT ETX
S B0 0 S I 95 3 2 BN T 51 A B ot A PR 1k K
it BN R IR ZIESE R, ETX 3% BHiEEE
A2 441, Nagahama Al Sakurai™ F1J ] ji 5
FRACHARIE S, ETX AN 20 2150 3% Je 5 fk RS A
o RIS A . AR ] ETX 8 208 i f) 3 opp
25 200 R Ao 8 TR A e e n i U B 4
A 2 0 ETX AN £ 41 i i B 92 1 7= A2 5
Lonchamp %5 "% #f 77 & Bl ETX X 45 & R R ) #f 4
KB BREMER . R, Dorca-Arevalo %5 1
WHE R, ETX AP SRR 7 IE A RE 5 K B R R
R Kk, ETX pysh&sEtt ) RAayLGicE
Rt — B IO 5L
32 ®wNSEEE

I R sh 4 g P 28 ek F A Aol b 75
ETX 2L L5552 75 A 5 2 51 0 35 I
(B 7. K 2 R 2 i, /R
RS . ELISA. XA k. HhET 25
B PR 3R 1) ELISA 7577k RBUE B s, ] LA I
0.075 f5/N6 LDy, I EE 2, (HFE IR B, /N
B AR IR AR S By, (2 R BUE XA, 20N
50~200 13 LDy o AN [ 592 2 [HAF1E R AN — 8,
R, ETX BRI 5 47 % F P R 252 AT A 1o

H AT, 288 %Wl % R A D 875 AR
W TR G L Y G B E R I, AR
ol BN R 246 . (HiZREH HEASRESR L3R A 17
Pk, 4T BT O BR R, L2
3~4 AN A BERAT — OISR . SR, R
MR I JE X LA 2 SR R AR E
BEER 1 S Ah, A R IR & R T A
A PR AR ME AR R — o JE TRERIA B A B

Ja, WILT BEARBRHEREN, WeHREEH
FF 8 4 R0 5 48 H R T R 1) 4% T Al 120 P TE R
DR G BT A=A 2R3 1, TR 2R, 4R
RT A1) 5 _FIREF= A AP I R IXFp 4 2%
BREMEL LI 7wkt "7,

Ty A —Fh A S IR B A R R R TR R
AARPE T o LI HE R TR R R X2 R T
SE AL ST SR, O B Ao g2 R P EL G B
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