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FEERAMAFRERTEHA (Ma, WM. AN,
AL R RG Jl —  TAAXT FRE5 S o 7S &R IR A & 1M v
TS S A B IR P a2 1 AR R LY Fiber 2 [ BR
P i & FF S DO P E AL R, X 3 EER ST
HEEN SRR AG B4 RS e
ZEOA 0N FEHAIF 70 2 MIER, 1 A~G 74
g 7, Hoh B R i HAAV-3 fl HAdV-7 J&
SECAE BRI L L P EGE P A R AL Y H
TR [ b J7 Bl DX LG B AT Y 2 R v Y & HAV -3
MHAAV-7, 2007—2012 4 HAdV-3 Fl HAdV-7 4
S 4 L 28 R A9 49.0% FI26.3%, 2014—
2016 4F HAAV-3 F1 HAAV -7 43 51 (5 42 30 1L 15 25 7 Y
30.8% 1 26.9% ; 1w J5 M DX 3 AT A9 O AL A
20094F 1 H—20134FE 12 A Ay HAdV-3 (37.5%) #0
HAdV-7 (50.0%) #%72% 2014 4 1 A —2016 4F
12 AR HAAV-3 (44.4%) FHAdV-2 (22.2%) ",
HAdV-3 B Fl HAdV-7 B J& e By 3F & I b g T Je%
B, wmA, WOlIRMNE REZ R, A5 UM
T Ry J R i kR 4 B RE RN R A AIE - (systemic
inflammatory response syndrome, SIRS) #l (zf)
JHEHERE , M K Jr B 25 ) B8 I 0 1 ) BUOR S &
Z 8 E I BER RS £E A4 4FE  (multiple organ dysfunction
syndrome, MODS), 47 5K X, & i 5L &

E% [11»12]c
2 BRRESIEMmXNEZRBIH

2.1 BMABENEWIE TAREFFBE PREA
AN, SEME HIOF RO N E R R H
o, WS AR REZIRES G . RE BRI RE
F A 32 I 2 BB A RO B 2 MR (coxsackie
adenovirus receptor, CAR), &% Bk ¥ A%
MR EER G Z—, 25 7 &M e b an
ff 2 ) S R E L . R 2B RS CD46
454G, BWEREZ —Fh iz 3R GA 00 IR AN A I Y 4
H v HAV-3 B il HAAV-7 7R fE % 5 CDS80 m¥
CD86454, B CD46. CD8O M CD864F, HAAV-3
RIT]RE R 5 Ho A 22 AR S5 & 1YL i BR B BE DL AN Y
A, C. D, EMF WHEH A5 CAR Z K # B 1
M, DWHERI S (ad37. ad8 Filadl9) a1
F) MR R 2 AR, A RGE T o s CERERY
Ad2 F1 Ad5 W 5 0T 5 6 BRI R B R BE (heparan
sulfate glycosaminoglycan, HSGAGs) %54 . IEIR
B XS] G 2RSS A R, R B RGD

ik (L-proline, glycyl-L-arginylglycyl-L-a-aspartyl-

L-asparaginyl-, RGDP) 541}l avB3/avB5 % & &K
84 M. RGDE—F = ko Firsl, B4 KEid
PUI RGD 5 Bl 8 (1254, DA 5 3504n i i i Sk
SEA TR, R RER T E SR, 352
RN M. BER, WEBKEH, 2K
Mz, TRk TamEm. 45Nk, B8
R 24F A E, SRCGDEAMBE AR
Wz, BERWVTUIES 2NN, Wi m
fi -3- % B (phosphatidylinositol-3-kinase, PI3K)
Ml Rho GTP B A9 #3E 7, SR 5 8 it 4 1 0 4% 2 1
MR AR S BN A AE T, R S 2R 1 e o P
BL—FP 2L = RN B ARy T8, RS R TE
PI3K i i & Rho G'TP g i)/ F T 8% i ik 22 48 Jfd &b
FEU L IO 4 MR PN BT R B /INES o FE B T R
MVERTT, N FA/INET e Z N0 I 58 e i, B
AL E /N, IF IR 2Ok N AL B A AR . BT
DAL 119 S W T A B ST IR R R 12 e IR
RN S R AN R NI A = D 1 1 - =
HHERBERR TN OEN, FEEARVS NG
B AR AR R, PR ZnE 28, B 5 1 A%
DEA, RAhEALEsEMEE . A
g, BRREE L. A SRR il s, R TE 4
ML RS, WER, SRR MRRERES, &
B ARG T R 5 R A R S AL RSy, SR ALK
HARENNFRIGE, SRE IR, B
R B, = 40 B ek i) P 22 30 405 R e T . T
UL J 5 B A A 40 R RN 58 B R ) — A A
P2, BELWBT I 2 5k B X T IA 97 MR B ik B AT
Y.

T & (interferon, IFN) G4k T 40 1@ A0
NK A=A, b =K. TR I B AT A,
IFN- [ &% i IFN-a (% 13 &) . IFN-B.
IFN-0d, IFN-e, IFN-k, IFN-t fl IFN-wl-3 £
A, TEN- AL &% IEN-y — Ak 61 ™, IFN-I
(49 Fk A IEN-X) K A 45 IFN-X1. IFN-A2 #l
IFN-A3 22 TR PR TR o AT 1T
R AR, I AT X AL S e o B AR, X AR
i R IR YA — E BIAVE o TFN-o 1] L 3 2 55 5
MR AVP A, EE WA JAK-STAT
WAL, M AVP A UL i 2-5A & AU/ RNase L i
WL O E E A Mx O O S E kAR
M, FBURTE ds-DNA B % 58 8 0k &= il Al
A o T, BRI R 1 R T 5 A
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WY, WA Y BoRn . RHAIFN Z AR YT JL# AR R
BEM A, AT LA G B LAE R, Ho R B L
A B . (AN A TFN A7 fE 75 V) 528036 58 L
i B il A 1 1A TR — 2D IR RS
22 mEBTEAINRALFBHABZESER
B R AN MRS A R I, BRAE RS BT i
HWATAE S5, AT LS U 41 24050 40 19 92 1 4
JiL PR 0 Ak PR B R e R, R T 51 R B A B
i o MRS 8 OR Y 5 Toll £ 2 1k 9 (Toll-like
receptor-9, TLR-9) 7] LLiR 5 DNA 5 5 1 1 K B
HIEAL A CpG DNA, 3 1180 4% R kB 45 e 5t (R
T, X FEERH T MyDSSIE & F A%, wHdn
fi/%& 1 (interleukin-1, IL-1), IL-6, IL-8, JJ 3R
6 F « (tumor necrosis factor-a, TNF-a) %5 %7
IL-1 32y B WA M50 00, B 8% 7 A s 3 J e 4 40
By B & AR O, Rk T 40 M g 16 5 fn a4k,
fefg 4 & CD8+ T ik EL g iy A i F1 . 1L-6 5
PRI (10 7 R A R DD OC IR, 7R AR R I % R
L R EEAIGIFAEN, TL-6 ASUA] LL2 3 B ik
UL 20 3% Al 7 A= bk, RAERR e, i aT LA
P EFFIE & R 2 Fh 2 Y, RS B R
FR 8z ORI B R VRS 5 TL-8 4R By rh
L 20 P A DR, 3 g R A v A LA R R TR
Wi & AR . LT 1L-8 /K F 5 L 25 Bf 9w 2% il
MW B IEM R ™, HoKPF#m, BILWE
2%, WM . TNF-o BB M2 HE o MR 40 A 1
AL . fE S AR A BUR L . B R R 22
B4 24 L G i e 20 B R s R e A M A R AR R T
TNF-a 32 2 i i A 09 SR/ e 4 ™ 4, T LAY
oAb 40 B R B R AE T, 51 B S ™ Y ARAE I
VA= é N TR I e S VA e o=
RIE N, 1 AE B LFR I R T R 5 Z ) R S 48R
JeRE, 5 ERAGE LA I ARE, TNF-o fil 1L-6 7]
A E Ay T 000 A Ao AR R AR

W5E " WoR . fE HAAV-7 #l HAAV-3 & 4L J5
24848 h, THHRFEFHE A 10 (inducible protein-
10, IP-10) . E Mg 4 Mg & ¥ & 11 18 (macrophage
inflammatory protein 18, MIP-18) . B %5 & 5 5 Bk
% 1 (membrance-bound immunoglobulin, MIG) .
Fi Wi 4 ffl ¢ ¥ 45 1 1o (macrophage inflammatory
MIP-1a) . B 4% 240 M B b & [ 1
(monocyte chemoattractant protein-1, MCP-1) .
IFN-o, IFN-y, IL-6. IL-10 fil TNF-a % 41 Jf A

protein-la,

T/ F I B . HAdV-7 % HAdV-3 &
e 5k, JBRYE HAAV-7 J5, 4008 K7 5 fn i K
RAE N EE, HIEHE™HE, Y524 h, &
HAAV-7 & 4 () il 41 20 1L-10 7K °F B & 7 T &
HAdV-3 G py i 2, J& YL J5 48 h, 4 HAdAV-7
JEC I A fii 28 2 b MIP-10 1 MIP-1R /K 3 B i 55 T~ 48
HAdV-3 &L iy il 20 2 . J& %« HAdV-7 fl HAdV-3
Jo o, EORE AR BOJLAY I TNF-o, IL-6 Fi1 IL-8 7K
B S T PR GE R L, JUHAE HAV -7 &
e L S B T 7R RS BB S T, IP-10
F MCP-1 1 Sy B A% 240 J Fn ik T8 48 i & 1k I, 78
LA AT IR RO L AN R R HE AR Y, U
W2 HAAV-7 &G 5, Bk EL W R 450 Be 0% 38 i 1 55
PE# AL T (I TP-10 FIMCP-1) fEHUJR S 5] &
49 DA A TR 380 3 07 1 8 Iy 25 1) sk B 3 R e R o R
M VE L, TR AUAL R BT 5 R PR e R A
HAAV-7T &R MBI R EZ G, FEHZ S 6k
I, bk B 7 R0 41 R 7 7R 2 R 2 B
&G R RYERN . FERE RN R, 4l P
o2 I N I 7 O R (9 IS s 1 o e R O D
A AR 20 BV A0 O R AR I TS o BB T
W2 BE AT LA I TL-18 A TNF-R %8 485 N 1 19 %
B’ A LR 8 IL-8. MIP-18. MIP-3B.
MCP-2, MCP-3 fl MCP-4 % & 5E #a b N 1, MAE
e R BB T3z w1 (H R R R R A A
J 90 7 il R B3R 9T T A IE AR B S R, AR A S
W, HAE R 7 A R L 2 A )RR Y G g
Wi, 25 5 I A A SR AR Ry, A T B A
TG 2548 AF , HAE N H o AF9E Y WoR R R
RPN R A S BT R = vE i kA . WA L
TGS B, AN RN . O ERRE AR B
0 A B s I I 200 L 2R 5 E S O kR s QO Mk EE
i ; OFAFFLMmE, BRFUMLTERNE. &
Priede . PR 1~2 mg-kg ' d B R A fk
EINEORVNRIEZY 13 SE s

2.3 WMHMLENFERWELEEE NG
SRR, A s R EEEAE A, Mo ik EL 40
DC 40 i3 . CD4-+T 3k B4 40 fg A1 CDS8- T ik I 41 fifg
GREMI S S 7N G . Mo Itk T 40 g A
DC 40l 32 %2 Kk #5 G BE ST R W $2 R D) B8, 768 1
e e O AT R, T G B A o B A CD4+
T4 A CD8+ T4 fi = 5. CD8+Tilk
EL 200 B 3 06 45 Bl C D4+ T 7k B 400 o o S 2 17 2 ot 7
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R E SR Y, Rz, DCAIMAT IR CD4+
T bk e 40 i X HAV RE 5 19 CD8+ 41 il 5 M T k2
41 (cytotoxic T lymphocyte, CTL) #4751k,
WHES; W Th1 A0 5, #Em4E+F CD8 T ik 2 4
MR D RE N, HAAV R7 54 CDA T i B 41 i n]
PLf#E N 4l I8 T R (human leukocyte antigen,
HLA) [ 285 F Wy B 1, i ol /8% 2 48 it %
CD8-+T 4k 4 41 i 1) 37 e A FH 3G o o F 5% WU
E MR 8 S0k I Y L INF-y K7 B &8 7t
B, X A] e AN E I CDS8 T ik [ 41 it 5 W i T
A ER, I CDS T bk B4 48 A A 5 399 3% 4 9
B FEEN . RBETIRART ELE R
Az YRR R, — 7R TN LI S D) g
KB MATEE, RBENE RS, H—JrmhT
JS B 1T LA T bk B 40 i it it 3, ARAXRES S T
IR EL 40 B BRI, 38 AT CD4+/CD8 T itk B
20 i HE 9] B AR AT Thl/Th2 Fb ) 45 45, o i il 20 i
B BE D RE B 43 0 . 2 9% 40 it X1 AN B 9% 40 i R
Jfli, JUEA A GIRMEEE . 2 R G0N 00 M
M2 25 A AE S 0 BT T R TE TG AR
WA Th CDA-+ T Ik 41 Mg A1 CD8+ T ik I 48 ffd 31
B S R T AEAE I B R, B R R Il A%
H 0 i RO ML S 2 D e B R AR R . Y ARL
o B0 B s B R, R R R e T

BRI TR S R BCESEM R, R & HAAV-3 1Y
M HAAV-7 BRI B, 697 B A A BR 42 il Jak
e, PR G D) R AL SR A YT T R T I R Y
FB . KNES CDA+ Tk 400 F1 CDS+ T itk
EL 40 M = A Bk A #b FE CDA+ T ik B 40 il &
CD8-T ik EL 4t fa X iz B — 8 M7 880, ok 4k 7k
T Ik B 40 i 5 B 97 1 AR A AR 78 CD4A+ T ik EL 40 it
N CD8+ T Ik B 4t a1 — i, 2 K5 A B AN 1A 3k A5
B4 R B R S P T U B A0 R AR R A, T (R ARtk
sk R HE A BB ERN, Fh R E RN T 40
MR B, BEZHBREEDIRE . CD4A+ Tk
B4 40 B AT CDS T ik B 440t #0136 97 3% FH 48 o0 S
B, HATIE R A Mg v 97 1A iz, 3
Ae 5 3 T 5 R B A R R 9T A Rk —
5T,
2.4 RBRLANIRERABLEGARBR KR
PE SR BT I U B IRk I A0 B AR BT AR Y — i i
N7, F R B A A 8 A, 5 A A G g (R B
1o T RS RN PUIRTE R I S e rh RO

Pk EE D Re R R AR R PR, H 2R TR
B, YO R AN M, PR PR B B
FIHLH . PR SR ABEEKEEALSE, HE T
I B I 25 A 60 A, AT BHL Lk 5 B X B J8% R 4 i 1
BfF o MR B UL IS, B K B 40 B o B TgG PR
I IgM fofa, H RV A 53 0638 43 TgA ik . HAAV
MR EE A LA, et AdEmaEdneh, 1gG Al
IgM 1 Fe Bt 2 S0 s LR B L & A1k 0 ot
PR RRAE s X e B BT B AR FUA RAERH, WS
e rp AP P R - bR R A&, TS E g Al
FeZ R 454, M InsE v 4 i 77 W5 0 55 1 e
() B 0 4% T X6 G 240 3o BRI IR, R AR T )4
T 2 S G A LA, 3 T S o B AR AR 1) 4 A
(R 20 B AR A 5 4 M . HAAV f0 4527 48 . TLAB K
FIZSRE AR 3A-Pr b, Pk o 45 5 X 3 A Prlnss
F L6 . BRI R R PUAr g (BLFD) brik
SERL Y BUHABIR (BT Pb) Uik EE R T AIE A,
X RE 8 BH 1k B AR A RS th B TS
ik (BtHx) PiikBERESE MR T, LABAMMEIR
BT (pHAH 5. 0~6.0) fli #0405 1 & A2 49 42 ok 2%
EE T FER ;B Hx B Be 98 I8 a0 1 h AR
F UYL BT R X Bt Ph 4k ] AP Bh 4% Hx 11K
SERCT RN o PR X AL 3 AN R 52 ) £ 155
BN, KRR 9% B PR pH M 4EFF A 5. 0~6.0,
a VT BE 8 1 AV S0 % o b b R AR, H E AT IR R
b TR S PR T BB S o A U O PR T pH(E 4k 15
e ERAKY . ZE b, HRBTIR L RS TE 4 M A 2 4E
YEFT, 4 A i o 7 e vk g p Motk ofn . — it
LT, ERPEN A PIIA R B, BTk
55 905 2 2R AU BRI ARCE A Bk, OB it
PR E GRS B, e R e Xl LLE
G TR (At [ B2 S B R I DA B I % Ny A
YER MY 855 . TR PEN B M B B, S alRens
5w B RS GMREEM YUK, Hhmee g
W, RRME AR PR PR GE AOIR S, A A e B
B,

BLAA B 28 2ok i vl ™ A R 2% o U AAR e e v S RN
Pkt . mARPURIE G IEH A G EHAE R
FEPE I S W PUAR I . S0 5 3 o o i il 1k R
ok, B I AN S R R AR Lk — 2D R, R
PR 2 B PO A B R SR RPE iR . AL £
FEPE | T8 M AR B s A 8 AR R B i 2
AR, T AT R A 2 AR R i 3 R U] A e S b
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Uik . Btk B A0 A AE B S R T SR AT 3 A R
R E R M A oA, A e R AP B BUAR, X
U6 Bk T4 A RE % O ST A A 2, AR R Bk
ML HRE, BA R e, Akl o W ok A
HIBLIR, TE R PEIRR, AR 8 A Ak 7 A R
AVPEBTA, XF T B s B SR e 1Y) f 928 0 25 0 Oy EE B
H AR S B AT 55 55 s R o pi ik, B2 AR B 4 i
FEIR . SEREEPERE RN ) ST, WE T HEM
B UL AA P 2R i SR M TR 1) G S D SR B A O
e, PUMRE J7 1k BE A 1] 5k IR 9 AR BB AAR 1 B 2%
TR, MEEBUAE L, RAEAR, REUE N KA R PA
JE rh e Bk 3k O K R A R AR Y AR S P T
P AR B P Dy R B AR — S, WTE R
WINPT PE Z2 AR PR RN DR A5 3 BRI HT 4 T, T 4
R DU 7 A B A )

3N H

gE Lk, R R AT AN AT 20, W B
ok 5 240 M 2 1T AZ A 45 A T S8 B BE URL 1 Y Ak
AR SR SR VE T, $5e 28 A0 L 1E A 41 B A%
SE RS, R T AR T AR RE PR R ORI fih 2 4 A G e
KA PES . IFN-o 1] LL3E & AVP F 200K 7
ds-DNA [ fift . 9% 5 8 11 JC 1k 2 0 A0 il w5 7%
a6, HRETIE IR 18 RN FE W ARIT . B
BoR: SR IFNZZ kiR Y7 L2 AR 2 il ¢ BE A Ak 2%
fiff SR OLAE R o W B JT 08 3 AT A ) 2 4R DR 1
Fik, W TS RN T, HAERR LD
JIZ I o AF E AW R 5 3R R E A AR EE i AR 1Y
TBIT HIT ARG TEAR IS AN AL, M AEAE S FEE IR
Rl R B L2 A AR AR B s i, 5otk
b AR S, W P R A AR 2 AR AR, T
PV o B S CD4A+ T itk 2 48 g Al CDS8+
T bk B 48 A 7= AE S A0 b 58 CDA+ T ik B 48 i S
CD8-T bk L 4t i mlg B A 7 &%, 2k 4k M T bk 2 4 g
FERSIT IR LB S Z A0 S B T RE o B A G g 1Y
8 pHAE 4E 576 5. 0~6. 0, B AEAd 1K W fe % 57
Up s R AEVEF, R H FTIG R I JC Ry 50 L e
il R 9 G 9 PR 85 pH H 4R FE7E R K P . FEHLIER S
JE RN R, SE R BRI SR R B, T AR e R
N AR H TR B R AP BMR o BUAREE Ty vk RE A [ml
R N A PTG AR
BAK

(&% 3Lk ]
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