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Abstract: Snake bite is a common acute and severe disease in tropical and subtropical regions, and its public
health importance has been largely neglected. Snake venom is a complex mixture of active proteins, polypeptides,
and other toxins. Many of these components can target multiple ion channels, cell receptors, and membrane trans-
porters. Compared with traditional small molecule drugs, the proteins and polypeptides from snake venom have
stronger specificity and affinity to targets and are especially suitable for novel drug design. The current studies
show that snake venom and its components have great potential for development as leading compounds of new
drugs. In this paper, the recent advances in main components, toxic effects, and detoxification strategies of snake
venom, as well as its pharmacological activities and medical application are reviewed. The aim is to provide
reference for clinical diagnosis and treatment of snake bite and development of new drugs based on snake venom.
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P BIEIT AR 2 H T AR BB v R PR

e B RS G 1 2 BRSBTS sy
AR ASE T, HRABAAERITIE- .. A, REA
AT i B 34T TR Z WAL, 13 R A D0 H0 e 55 8 29 9
TR IR TG IR, B Rk —BIRAT T AR SO —
6 32 B R 2H Sy, e B B R AROR M L A B, e AE
JE O LB P05 PR 22 0R AT TR 0 DA ST 48 P  #e 0%
VAT VR U R S T 1A R FH AT R A
1 WEFEAES

I B — R EE R mAEEENE O R 2 K4
RHIR S, X e it 22 ARG ARG 2 B 78 20V vk
M I B A eI TR BB T2
1) 1 0,5 <2 J& 25 M 1% IR 1§ A2 (phospholipases A2,
PLA2s).i% B Jii BZ i (hyaluronidase)~ Z I AH A g &  L-
IR EALEE (L-amino acid oxidase, LAAO) 14 & i
AW, ERFE H B =187 & (three-finger toxins,
3FTxs) .C MEERNEN BB R VB LR
paly e S bk QRN LE IE 1 Pl AR s A 5 % g 05
VIR AN [F) T AR Ak, FEEROR /N MRS AR B L AR
(AN [ 171 A 5O, g o e LA 24 B AR AR 1
s B 2L A AL R IR E MR B R 1 K A
RE T, NAEDA KRN SE / AE)  k pe it 1 B4R (Y B
FAEA Rk, iR B it 5 S e S O
A T D RE R 0T SRR B R I RE IR O 4 2R
ARSI T,
L1 KB AR
1.1.1 e H5£EZEHEE (snake venom metalloprotein-
ases, SVMPs) SVMPs & il — 28 B A5 A [ 45 iy 45 21 i
(R B T, 2924 P-1LP-TLFI P11 3 Fh . St
SVMPs i K70 53 M (A 5 5 52 11 /9 30%05. SVMPs

se 5l e 5 I E B . AR B, SVMPs A
T E AR T B A L T 1R L, o A R R R A
a3 1) DG B IR, X b A B0 A I BE PR LR
YRR, B A0 I RE R VR, kAR IS R DA AT
MAE . SVMPs 75 K 75 175 5 1) AL 20493 1 Ak A v
EOCHRAE L, T R B B b 25 25 ) (1) B R0 A
1.1.2 HeE#A5HEE A2 (snake venom PLA2s, svPLA2s)
PLA2s & — Rl it By i 88 5 e, £ A H i B8 15 sn-2
AL 5 R TR S A A, 2B IR DT R (1 2E DU TR i) 1 V% I 1o
B svPLA2s B AT 2 B 08, G UL EE 1% 0 B
PSR4 B ISR, RS
PP AT 0L T 5 R LB AT A0 A ol AR R T, i iy 1)
VW RE R LRSI 2 Bk — L
BRI RS, e svPLA2s & RN FEE, W4
% A (cytosolic PLA2s, cPLA2s) 7 ¥ 7Y (secreted
PLA2s, sSPLA2s).Ca* Jc XY (Ca®* independent PLA2s,
iPLA2s) Il /MR GG T 219K @ (platelet-activating
factor acetylhydrolases, PAF-AHs) Fl¥A B /& PLA2 2535
O, H T sPLA2s #A A 2 TF R M Bt % 25 i) &
BERE S, AR R B A S I TR .
1.1.3 HeHBEARERES U RN 2 AAAE T %
AR Z5 B VA T B S0 3 ) 6 HL DL R K i |
B bk AR A B e R EE R Y, e R 0 A O R
fi (snake venom hyaluronidases, SVHYs) 52 [ fift 21l i
AR R LA | B A I S LR R &5 4 40 2307 B
JoE R () 3 B, Re 00 B A% B I 45 4 S, R i HoAth
B R N 20 A0 5 B VRO, DRI 4 PR Ol A% R IR 1 710,
SVHY's #& — Fh 70 i & 4 i o Bl b a7
28~70 kDa ju [l N, 5 i 7% 2% 14 9 pH 5.5.37 °C, {H
HAEATEPER A TR E, 200 )08 VR 2R 5 B ) 52

Lipids . Amines
Carbohydrates Non-proteins Metalions
Amino acids Nucleotides
SVMPs 3FTxs
sVPLA2s Mycotoxins
SVHYs Natriuretic peptides
LAAOs CRISPs
AChEs ¢ Enzymes VEGFs
AEases C- type lectins
ATPases NGFs
Serinases Disintegrins

Nucleotidases

Proteaseinhibitors

Figure 1 Classification and composition of snake venom components. SVMPs: Snake venom metalloproteinases; svPLA2s: Snake venom

phospholipases A2; SVHYs: Snake venom hyaluronidases; 3FTxs: Three-finger toxins; LAAOs: L-Amino acid oxidases; AChEs: Acetylcho-

lin esterases; AEases: Arginine esterases; CRISPs: Cysteine-rich secretory proteins; VEGFs: Vascular endothelial growth factors; ATPases:

Adenosine triphosphatases; NGFs: Nerve growth factors
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Wi K028, H B, SVHYs 55 B S 78 T T R iX ke
A (1) B0 AR T B B ST 328 R AR AL R, DA oS e A
PR IE 25 1375 VR T7 A 2Kk
1.2 KeEZK
1.2.1 3FTxs 3FTxs K% Ik tH 60~74 4> 2 HE 1R ik
FLAH R, B AR SRR R S 45 0, Bl 3 AN ER AN LR
IKPEERTE AR, TR L3 IR TR, # 4 =i K09,
3FTxs FAFIE 4~5 A e, =445 Mfa e . BARTE
451 _EANIR) 3FTxs (1) 22 7 401, (HAE D e _EAN[F] 3F Txs
FEE Sz, T RLES & [F) 52 Ak R I 2 Fh A ) %
N0, 3FTxs #LR [ £ B AL T4 R G L0 ME, H
2 2R G0 00 L 4 B B £ IR E A A2 A S R A Y 2
Pk RO 52 1, g 51 R AR 2 5 LRI 50018, R B e )
PR B J 3F Txs A7 O I K 40 it 2 1, X 2635 ] 5]
AT O LIS Bt AL T 5 B 1 400 i 2R At % P 45 2k A
%&&&[15,17}0
122 WEBRBEER MEEL KT Arg (B Lys)-
Asp 45 ¥ (Arg-Gly-Asp, RGD Y, Lys-Gly-Asp, KGD
) MZIK, R RS &EEAREMERENITEED
BmEE, B EER, SR R-SREONED
FRIERGKE LMK, REASRAIRAEIN . B
BERE KR ZREZA, N 05 AR
I 24 0 ) AR EL AR e OE 2 P E e i T 4 e
AR T B GER AR B R, R R
T RGD = k& 7 52 - VEBH T & R 5 R 25
SRS RPN R =B B PR T 1 = ik 2
HAMHI RS R EEJUE N &, KISz kit
1 A, 52 B LA 355 1 7 470 00 T e 5 1A At TR
Ke S50 )T W7 40 7 08 e 28 20 25 19 81 1 & 7 RGD
KRB AR B 2 GBV-IV4, H A 401 1L /)N A 58 4 1
W BT, NSRBI AT At
() SR 4 E i F T OB B P Mg AP AR 254
2 HeESMYNREESERE

e 75 75 1R RO T ) O I A I (VL R o)
M AR DL SRS T (FFVESE) Bk, Xtk
BRI S AL A B R R N : 4 B R 2 BRI
PR R ULREPE O EREVE 4 T I e L A
A ot A FH 55 3 350 280 A 458 H I 7K s 9 S LR
BV B BRINBE LA Je 4k e P ke 55 g B SR B2 g 8 2K
B R A G, — R RE A% 5 S min LR, g
BE =) 08 7> BT T 3 i A e I M, 7 AR I
BN, 51 RSP 3 (R RS SOVLIE R 55 i 4 49

BEME AL RER 24 27, B3 A& BOR L, LA
T F R /N D B i, B 28 1 4 5 TR 3R 0l e 4 45
PEA 2 RS B At AT B S B /N O D B

S 3R Th AE OB AR BE T RE B RS A5 T RE I R
5026281, S AT 5| g dh L P A L R % L DR 28 L S
BRI 98 W2 47 S A6 SR PR A A, LA T s v YL 5 ) el 4 2R
2 V) PR T T RS I R 29, X L SR I AT e R AR JLAE
LR W R B A 2 R R AR,
RES AL gk R PR G o BB Ah, AATTON 25 g (10 2 PO BEAR
TRAG [, de s B Rk RVRAIEE R, 551 RO alid i
WX B2 | B R DA R ¥ A o0 B B AR B SLUR B, X
Rt R EER K.

PG R MG 2 e — R R 24, g h & fF
W T R AU, Be A RO i B T SO BOE T 4
SRR, 7T E BRIR SR RSB T % . SR, Brie s
I35 TR B AE Y6 7 e 35 5| S 1Y J=) 3098 31 2508 T /2
TERLIBO . B SR AR AM S UG S oL B A Bude 25 13
L F e A Zoh A AR R AL R R, B Piie
BEMLIE A R E X R 4 4 1F H 2 & P s, (R
SEBR AR A, BRI AR G, e B SR AR
F (85 2 50 7 % 5 bube 25 1038 Uik 0 2510380 1 AL
BeBY, BRI, B i B R T huie R i, 5
TN TE AR SR B . AEY 2 e Rl 55 1 svPLA2s
MISVHY's 55 2 Fhlg, v] 38 s I8 UL 48, a2 b 25 5 1L
PR 0 SRR, U AR VR T M B SR SR e I R
hE 55 7 T AL 3B 23, RARM 2515 N & AR B 78
TRIT K R G R R BB 7 1)
3 WEHEEMERENA

I B A2 B A YR LA I R SR 5, AN A 5 e
MU B3 B AR 30 AR, 38 0] T 2 Moo T 259 %
L)L HER, AMTE g SF RS sfiiAEd T
2 Fhodt NI RS B N T IR IR B 2654 . e B 1oy
AT RARE R 22 B & 5 2 5 I B 2R (Food and
Drug Administration, FDA) #k#E 1) 5 1 A L& R 9k &=
SRR H R, SRR R AR B AR .
3.1 ImEER

B TR 1) g AR T BLAE 20 T2 30 4EAR, H
A e B PR 0T 7 4% 52 957 E . LAAO =2 e 8 o LAY
EERER, R L-Z SRR WM o-TR R, BT F it
AALE . RS BoR, LAAO ATl = A4 i A AL A
75 5 6 200 S LB, HED I AR A S A R 1 A
LAAO 5| 2 i 88 240 it 75 14 1) = ZEHL |43, Abdelkafi-
Koubaa &P 22 T i I WY (Cerastes cerastes, CC) #
TR R LI L-5 S R E AL (CC-LAAO) X AS[F] 41 it
(P 1E L, 45 £ W CC-LAAO HI 40 i 25 18 F B A
PR, H X B16F10.PC12.MCE-7 1l MDA-MB-231
S A I R A Y A B B A EK £ 4 i AN A R I
B A B AT I 40 B G B 1, IR SE CC-LAAO Al ik
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PRV 25 6 20 R R, DU e 20 e 5 T A o X kB
CC-LAAO #HEAE R . b ™ W, 3% T i # LAAO ¥
Ji 83 2450 T i B AT AR R B8 Fe A (B AT 77

WA SR, NATT 2% ko o A4 S 28 e 5 o) 571 DA 3R
75 ek 7 3G A B B I MR H 1) . Al-Sadoon ZEETF
ORI, B Vb SR B ¢ (Walterinnesia aegyptia, WEV)
R Sk ARG GG, nT AN F0 R g 20 P ik
W5 I T A0 T, T o) R FL R B R 28 e MCF-
10A 4 fifd 7 W1 S 520 o 8 R B S 2 v % WEVi+silica
nanoparticles (NP) 697 2 & 1 & #6788 (1 75 F vFAN 45
W7, WEVHNP i F# (G AL A1 3248 CXCR3.CXCR4
FTCXCR6 3Rk, $ il 4 fu i &, Hod vk T o af
) WEV 45 25081, Yan 25BN F STk 2548 (MM 7 UK A
R AIEE L) WA PR AR W256 41 M 75 5 1B e 9 K
ST 2H R B A R ) B, 15 S A R T R
FREHSE R RRL
3.2 MMZIRITHERR

Fih 3B 4T M R (neurodegeneration disease, ND)
S —H LR R VR 2 e AR PR D SR Al R 8 e AT M
ARG IR, TR IR R ERRE (Alzheimer's disease, AD),
M 4> 7% K99 (Parkinson's disease, PD). & 3E i J55 Al L 25
T REIES. RENDMAEHE FLRE, HA
TIRIT ND 2B E 986 IR, A 25997 A3
LAY EIF R U PIND R IE Y. M EIRAT
T3 78 % HH 22 Fh 2 PR O AR B0 SRR I, L SR R
AR PR RE T Z REIE AR e
Er G R U (55 (o A1 N5 14 A O [N D T
AR ARG 245 B TR ST PR AR RGN

YR, /NP B 0 A R B AE ND I B v ok B
£ . Ghazaryan ZE43 3 H ] ik =5 2 4 (intracerebro-

ventricular, icv) ¥ 3 p-VE ¥y 85 1 25-35 15 3 1 AD K
BRURERY J s UL PR A S 7 e S e e 0 (Mac-
rovipera lebetina, ML) H¢ 2 (5% - FUBILH &=, &I
[ B% 1K, LR 7X) 2 AD K. 4R ER, &5
/NFIE ML B9 1T 5 5 AD K BRI 5 0 24 0 1 45 M RF
fiE R AE R AL, g 5 X CAL FI CA3 #1482 7T %5 i 1
I, AR IE Ak, Ca IR0 14 B3 R Ak 3 5, s /N =
BEVRAE R B AD B2 20 3R I L B 8 i 2 R AR o
Martins 244 M 5 Sk (Bothrops atrox) 73 W 43 &5 H
i) =Bk (Glu—Val-Trp) X} PD 2 g # B th E A w22 {4
GIEHESY =S (2T
33 HubmERR

B E AN DLE R O Bl 2457 R 8 R SRt BAK,
B FF A e I IR TR 8 5 O I/ 92095 997 76 24 P 1)
TR AL TR BEME R % FHEY . T 3K FDA ik
] Integrilin® (eptifibatide) 1 Aggrastat® (tirofiban) /&
R TR RO TE R 258, BN K | I ek i A £ i il 4
YRR S0 MUV P A AR (R ). H AT, Jrl L

R allbf3 1E 9 /N AR 1 S 8 B 7, 6 afiL
T BAT E RS, odIbB3 $i5 075 (1 BIF 90 R K
LA ) allbf3 15 P 2 B/ A2 A H if 55 A
RN, 15 HECAR S 3 18 S R RIS &AL
RIMBETEA K. KuoEWBIINTHHEE (Flavoviridis) i
B B HU AL & W) TFV-1 2 allbB3 15T 3 Pt 7,
BEA RU7 LRSIk AR BT AS 51 kS HE I . 2 141 BA A 1%
7 S U S — ML S ) TMV-T 1] LS LB & R
allbg3 5 BRI 4, 7T BH LB A T] il A 22 51 2
/BRI /1Y, e Ah, TMV-7 B 3O [ R ifi P
(myocardial ischemia reperfusion, I-R) i {4 K 5 6 12

Table 1 Major snake venom source drugs in approved or clinical trials for cardiovascular disease

Drug name Snake specie Pharmacological activity Indication
Captopril Bothrops jararaca Inhibit angiotensin-converting enzyme Hypertension and cardiac failure
Enalapril Bothrops jararaca Inhibit angiotensin-converting enzyme Hypertension and cardiac failure
Eptifibatide Sistrurus miliarius Prevent binding of fibrinogen Heart attack
Tirofiban Echis carinatus Prevent binding of fibrinogen Heart attack

Fibrin sealant Bothrops moojeni

Thrombin-like enzymes Deinagkistrodon acutus

Ahylysantinfarctase Agkistrodon halys

reduce blood viscosity

Reptilase Bothrops atrox
Bothrops moojeni

Natriuretic peptide Dendroaspis angusticeps

Cleave Aa-chain of fibrinogen
Cleave Aa-chain of fibrinogen
Hypolipidemic; degrade fibrinogen;

Cleave Aa-chain of fibrinogen; factor X

Inhibit platelet aggregation and the

Autologous fibrin sealant
Antithrombotic

Heart attack, cerebral thrombosis, and
aortoarteritis

Surgical hemostasis

Prothrombin activation

Congestive cardiac arrest

coagulation cascade

Batroxobin Bothrops moojeni
Ancrod Agkistrodon rhodostoma
Alfimeprase Agkistrodon contortrix Thrombolytic

Cleave Aa-chain of fibrinogen

Defibrinogenating agent

Acute cerebral infarction; unspecific
angina pectoris and sudden deafness
Acute ischemic stroke

Acute peripheral arterial occlusion
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5 F Bax (BCL2-associated X) F caspase-3 (cystein-
aspartic acid protease-3), i # [& Ik I-R 5| 2 1) 0o f3 2%
W VBALAR AR MIZE TS 2, R TMV-7 A g2 B O
JUECRAE FH B 5 5 B R 2R 2T
34 MR MEREEATHIER

WAPFFREY, wHh 56 REREIR PR
G P2 S5 AS [R) AR DTS I Ry, IR BRI R (Naja naja
atra venom, NNAV) il EAIE L RFRIT R TR E
K 77. ChenZFWFFL T IR/ 77 A4 AL LK NNAV
FE 2 G 5015 RAEARL T R B A BT R AR H, R I AL
FHNNAV 1] 2 25 B A2 K i 5 PR 27 18 A 22, gk ML
R i 3k B, B AR L3S 983 IR BB R @ (tumor necrosis
factor a, TNF-a) 7K *F-F=F %5 H /1 & 10 (interleukin-10,
IL-10) fIK, R ERZH S0 B 2245 B k8, BRI TR
SRUEEE . N NNAV R FE BP0 i 75 25 0 m] DU i 2 77
75 ST 4 B JORE SN A JREPE R, NNAV FE
Mt AF 44l /N BRUMLTE H 1/ 2R 18 (interleukin- 18, 1L-18)
A TNF-a /K F, 18 i # #1) #% K F «B (nuclear factor-
kappaB, NF-xB) # TGF-pA/Smad (transforming growth
factor #/Sma and mad homologue) i #JF Ml 4T 4E 46150,

G5 HE 72 H AT R P A A R PR R R R ) i
e, 7RSI EUOES . DRNNAV A 5
(neurotoxin, NTX) R4l T 4 f A5 1) G2 S, T
FEATR [P b e A B JBRAHE 5 S B, $27% NNAV FITNTX 5 2 %
FE R G200, P 77 Lk X [ o e i Bk ) e 38 s vz ts
[ B 2 & 4l FE e 5 K 7 (cobra venom factor,
CVF) & Z R 5, KA RIS 22 AR50 T,
BT B2 AR5 A8 I 28 0o B 22 4G 1 350 R R A e 2 v HE
J¥ M (hyperacute rejection, HAR) A1 4E 15 14 5 FHE /&
J2 B (delayed xenograft rejection, DXR), 32 A 3E T J5 %
AL N % ERE [ G (immune globulin G, 1gG)+
IgM FIAMA C3 8 1 TR SO T G 15 B i FR R4
IR, HEM CVF 55 2 DN 2 AL B Re A e IRAE M 7 P
FLHAR (R4, 547 AT BERH 1E BRAEZZ DXR ) K AL,

WAk, Bk A 22 T 245 T AR 1 LR AT B AR E bt
Bl A FH P = B 2 e 73 I s 2 o <38 AR v 71 4 52 0K
o BHCEIR, MR AT VE s KRBT, HAeA 2%
2 AL 240 BT X P A 3R I 24 PR3, AR SRR R, R
N svPLA2 J& 2 J 3 AT DL 56 4538 ok 4 B, A4 A i
U5 B, svPLA2 H [ 0] 4 b B A7) 5 4 1 i 0
il VB AR GRE) 1, HL - S U Y 7 4 R I
A% BRI A2 LR A 0 32 LI5S IRBE Ededt
B Ik (king cobra cathelicidin, OH-CATH) & & 34 N &
BE R Bk B 1 £ ik, OH-CATH30 J 3 34 Ul ¥ D-OH-
CATH30 X} 584 /™Il R 70 15 11 bk H 85% A T bk 12 BBURK,

HHiA KA L, L-A D-OH-CATH30 X # 2 AL 5
18 B 350 7 R T B i 1, R AN T TR TR R B P A
a1, IT 2R T R 9 Mt AR 22056, Rheubert S 5742 HH
o7 FH it 55 B VR AR AL i 2 2R I S
2 T T 785 R 240 T T R A T S SRS i A T T e B
BERPIE R R Tt EE M 5 5% .
35 EREIER

BT IEE R R K TR K M R R
FLIHE, 2 20 A 104 J2 A% 326 1Y) B L0 B, TR A 2 P L JIE
T 98 T RE B A Sk S A 5 1 A R IR T R
HEANE . B FUIE ST R B 8 0 4 S B )
R 7R B0 7 KRS R UK B 1@ 18 (acid-sensing
ion channels, ASICs) & T S i 1 £ ZEE A2, 4y
b pH {E FEAR S, ASICs 22 IR M B 37 A= — i 1] 4 H
i, % R TR T RS A AE B L 2 1 R g,
9T S s e 7 B I 5 ASICs Il B4R, e 8
ESL e 25 v (1 37 A = $5 Ik mambalgins AE 9% 38 i 41 ) £
HHORX B B0 28 70 H 2R I 1) ASICs 17 9 B &, 1% 4k
Jk /N B TE 3, (BLAE T MK AN A1 ) &R G b o HY S g
[ % 58 2 1) 1E R 7F FH, mambalgins 880 15 I BL A 7]
REAE FELIBT 1 e AX 4 22 70 HH 1) ASIC 1a £l ASIC2a 7 E 44
I S R G T8 DA KRR A7 2% S A 1) ASIC b 3@ TE S,
It #h, mambalgins #¢ 1 ] [ J5 ASICla. 1b f& 5
ASICla/2a.1a/2b Fl 1a/1b i@ I8 . 7E 2 A 40E & T/
R mambalgins 38 i #1fil] HFAX 28 R St ASIC1a il
ASICla/2a 8 18 5L 41 Ji #if 42 R 4t ASIC1b i iE i
FVEURAE M, H A iR E A 5 g e, (HA R R B
BN ME /01, 3 G35 S T T ) ASTCs 38 38 11 ] 751 2
BT BEAKYE .

FHL S ) 4% 49438 3 Nav1.8 75 #h i 4 55 A2 48 T
H ) = RIS e 5 28 VAR MR, BN R IR
() EL BEE0 bR . u-EPTX-Nala /& M i [ IR 45 g 75 v $ He
& H 62 R IR R FE 10 =48 Ik, 9256 1UF 52 u-EPTX-
Nala & Nav 1.8 [{IA RN, FoAR X T Fofh o & 4%
By 3E T8 B AT R I ke R, A A M R R A i SR s
56 45 L R w-EPTX-Nala 7] B T Nav1.8 [l L. &
PR R i 2 M 9K 08 B ) A B S 50 45 SR R OR, w-EPTX-
Nala ({8 SR Tk, $ 2875 30 55 2 1E A
Plb O AN AR R WY e e N S Y S N
u-EPTX-Nala [ &K 3 4 JT & LA Nav1.8 Jy #2475 i) 4 2
BB AP T A B RTINS S A,
3.6 MIREEM

R LHET, BRZ B R AR R
TR PR 25 I DA B2 N 2595 B J86 G PR 50 03 78 4 BR 11
BERE OO B bR ey i A 3k A S, M E AR
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A Ao WET B S| R I & R, A PO B
P2 W B2 A R S5 AE R3S A TR, 18 1) 75 EE A R B A AL
250 . A B 55400 i B 1 23 6 RS B T8 R R
993 B AN 25 4 9% Bk [ 9% 55 (human immunodeficiency
virus, HIV) % B A K& 1F 063, 5278 HonT AR i
B AW g ) B R

svPLA2s #& 51 &2 J5) i 453 47 F) 2 Bl I 4 SRt
RILEA DU B, 40 svPLA2s e FL AT A= mT #1 )
HIV-1 1 HIV-2 ) 52 0o, 2% B 1) i s 2 AL 7T g
& 8 I K A B T R I T v B T, 1R R
THI B B T 1 28 A, (S0 B B 1% 75 RNA BiE 5 40 i
SARGE G, WA B B KRR BE A KR . 2R
JE FAl A 7, o T AR RIF R PN R 2
P Jiesl, Sk 5o kWG W (Bothrops leucurus) 5 1)
] BI-PLA2s fig & 35 $0 #1] & ¢ #49% 5 (Dengue virus,
DENV) X} LLC-MK2 4 i (1) &% 4%, A 2B A% T 48 i
DENV i #f RNA [¥)7KF, H tf DENV g 4% 1) 4t g 2L A
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