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R EERMAR

Wt B O M B ed TR OB H % F

M E BH WIS EA TR peDNA3 - Kan/CD4OL Hific HSV -2 DNA i 17 34 56 /N B 1A R 90 25 1 4 J 90 08 19 4F R L 3R
PIHAES HSV -2 DNA BRI J1 . A3k (1) A d Bl CD40T B R i) B 41 JL 4% 3% 35 UKL peDNA3 - Kan/CD40L, (2) &4+
2 ff 52 6 < o ) 7 20 BORL pCDAOL 3 33 /0N Bl A/ J) 1 vk C28 200 i 8 20155 0 R ML &0 J 3 0 TRN — y 9 RE 0 o (3) TR I 3h 4 S5 3 .48 HE
P BALB/c /N FEHLAT 4 4 A e 4l pK 4 .pgD 4 .pcCD40L + pgD ZH Al pK + pgD 2H . /N UG BR ALY 7 51, 2 e 2 Wk, [H] B 3
Ji o RWRAPE3 JH IS, A BENLI 4 BN BUEAT BUAE 50 4 402 52 30 30 3R 2 v i PR AP VR T o ELISA R/ BRI iE $T HSV -2 1gG it
K A1k BT RANTES ; 3% 20 40 H AR K60 42 if tf CD4 1 CDS ™ T 41 J8 & 43 56 LA K2 43 Wb TFN — 1 IL — 4 (% T 40l i 15 43 7% 5
MTS K00 /)N BRURAE T 4Ly s e ). &R (1) RSN SZ I 45 5 - T 41 KL pcDNA3 — Kan/CDAOL X /)y R4 1 J) 1t bk 24 40 Al 11
4 B RE T AU NG A0 L 43 0 TEN — -y (468 ) 24 1 35 R T 25 BORE peDNA3 — Kan( P <0.05) o (2) R 5230 45 5% /N R $T HSV -
2 1gG /K 1L IR 7 RANTES J bk 4 200 Ja 500 38 5 B0 R 4 5 I CD4 T 41 i B3R 43 3 IEN — v 19 Thl 41 i %08 & F HAb fa g 4
(P <0.05). pcDNA3 - Kan/CD40L + pgD ZH Fi B /)5 RUBEYe HSV -2 R R FH b pe 4l . i (1) T4 Fk: peDNA3 - Kan/
CD40T. BE42 155 H1 i i bk U 48 At 38 5 51 S0 5 2 4 i 3 0 TFN — oy BT 1 S 8 W M 99 770 (2) peDNA3 - Kan/CD40L A] L) %
) HSV -2 DNA £ #15 5 BALB/c /NEU7 ER7 S50 HSV -2 MR W e e R A L e i , B /R HSV. -2 DNA i i 2 £ 390 1Y
HETT .
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Abstract Objective To detect HSV -2 - specific humoral immunological response and cellular immunological response in BALB/
¢ mice which were induced by plasmid CD40L - adjuvanted HSV —2 DNA vaccine. Methods (DThe murine CD401 gene transcript was
inserted into the pcDNA3 vector to obtain the recombinant plasmid pcDNA3 - Kan/CD40L. @1In vitro study: MTS colorimetric method
was employed in the detection of the rat peripheral blood lymphocytes proliferation and SYBRgreen qPCR assay was used to test the IFN —
v secretion ability of spleen cells. 3)In vivo study: Forty eight female BALB/c mice were randomly divided into four groups: pKan, pgD,
pCD40L + pgD and pKan + pgD, and inoculated through intramuscular immunization at the weeks 0 and 3. After 6 weeks the protection
given to the mice was assayed by a fatal dose of HSV —2. The humoral immunological response and the cellular immunological response
were detected by enzyme linked immunosorbent assay (ELISA), MTS colorimetric assay and flow cytometry (FCM). Results (DThe a-
bility of stimulation lymphocytes proliferation of rat PBMC and IFN — v level in spleen cells of ¢cDNA3 — Kan/CD40L group were signifi-
cantly better than that of pK group (P <0.05).@The level of anti — HSV -2 IgG, RANTES, stimulation index (SI), CD4* and IFN -
v in pCD40L + pgD group were significantly higher than anther groups. Furthermore,mice of pCD40L + pgD group were prophylactically
protected from challenge with a high dose of HSV —2. Conclusion (DThe potential of pcDNA3 - Kan/CD40L could be used as an adju-
vant in vaccines. @The potential of pCD40L - adjuvantd HSV —2 DNA vaccine could induce systemic humoral immune responses and cel-
lular immune responses intramuscular vaccinated mice.
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A EE (HSV) 1R 2 AR L ECH UL
B PEPR 2 — A4 HSV -1 fiLHSV -2 ) [
i, T bk B BEAE AT R ] HSV R 4R 2L 24, WF il
HRCPE W I ] HSV BRYL iy Xk, BEE o T4
SRR R, Z IBE AT DNA 22 1 0 BiF i B R 3k
ERMEF RIS, b DNA g2 I B A 35 5 2 T A
£ IV 25 ) de BT T 6 52 7 Bk, AR ST W Sy HSV -2
FE MR PE v 2 1h 2853 BT e DR B 58 T K, 3h W) 5 3 45
SRR 7R AZPE N TN BCEAT AR G A S 5 i A R A
Bh o T TR R MR R G A AT B K
S DNA BE 1 AT LU 45 B S e e i) 5 2 M A .

CD4OL Jg& F* Jif 83 TR FE PH ¥ 8 ¢ % ( TNFSF) |, it —
it 39kDa [y 11 Y 0S5 (1, 20610 T 40 i 2 1 1Y
P EL RS o 7 R B e CDAT T 4, Kooy )iz, &
BEERIR T WAL T 40 i 3, R ) 2 Ak CD4T T 4
7T CDAOL FE ML S 32 I3 %5 J i 4% 3 2 7 42 £y
0, HCAT B R0 B A0 AR SR 0 B (DCs ) DAY 3
T 4 ffg s iy AT AR 7= A 5 BE 8 19 9 5 1k B 40 B oy Ak,
Pk Ho 9% AR O b0 I B W BB B8 BTG DCs B 3h 41 g
HEHE CD8 T 4 Mg S 17 5 i fE 0 5 52 f&k CDA0 # T
PERT o 328 40 i N RE f 79 CDAOL EL AT A S 2 v
e RN B 77 -

AT A T A B CD40L P i) 8 20 E AL o
KL pCDAOL, 38 o8 14 Z1 21 Jf 52 56 AF 58 CDAOL J2& 75 H AT
A% R P2 ¥ fi 95 A ) 1) V8 B P 8 A TN B ) S e F 5T
CDAOL #fif/: HSV -2 DNA % B 3 5 /)N B4 A 92 AN
20 0 £ 95 1) BE ), 75 8 HAE D A TR 2 1 e A ) 1 ]
RETE .

mrlEHE

L. JBORL B AU B < TR 2K pK (peDNA3 — kan JFi k7 )
ARSI % B T peDNA3 Rz, ¥ Kan LdEEEFRE T
Amp JER 13 3 T FA% K 3K 5K 4K peDNA3 - kan ( pK [
KL) HEZH BURL peD (SR T AR A gD BH AR
R EE R PP B R K BURL pgD, o A S2 56 % 4 iy HSV - 2
DNA $Hi) JHSV -2 #5 (LD, =10 "% /0. 1ml) i A 52 86 5
R A7 . DH o RZ IS UG B R a2 2 H)

2. LU EY) E Y BALB/c N IR E 18 ~22g, 11 H #
LA S sl .

3. SEEG KT BRI ME VI EcoR I \Xho I 1 TADNA 3%
B H Thermo 2\ #] ; Tap PCR Master Mix Kit, UliraSYBR
Mixture F Rneasy Mini Kit I F Qiagen 23,55 1 5 ¢DNA &
G & W H TaKaRa 23 5 5 B9 W40 4% 8 A 000 o 50 &
(MTS) 1§ [ Promega /A & ;100bp DNA #7 i 4 . DM10000 DNA
FrRaS W Al R TR/ R & | DR B B R e DNA [l il

- 30 -

W& a Rt E AR, 8745 %K (iono mycin) , # J% i
(phorbol 12 — myristatc 13 — acetate, PMA ), 71 & % [4 A ( con-
canavalin A, Con A) ¥4 [ Sigma /A w] ; £1 4 il 224 A W . o =N
& FITC - CD4 .PE - CD8a . FITC - IFN - vy PE - IL -4 I3k
2 e i 3 0] 45 W A 38 [ BD 24 7] ; Mouse RANTES (323
TE W IE % T 40 i 3 3k 14 W B F , Regulated upon activation
normal T cell expressed and secreted factor) izt § €& & eBio-
science 2 &) 77 i 5 /1 BUIM 40 43 25 W B R HE B AR A
&l 5 JI6 4 7% FBS .RPMI1640 %532 3L [ GIBCO BRL 23l ; 3
Rt E ALY B (HRP) W b7 2 0 Rk [ & =AY
ARG T 5 H AR Sy [ 5 43 T 2

4. 754 (1) pCD4OL FukL 44 # : F A RT - PCR J7 ik M\
BALB/c /N BRI 40 it 35 4% CD40L & P9 I 4% 3L 5 B % pK Jiit
Kb, 2R U1 5 45 ) pCDAOL ok . (2) 40 i 52
%5 — SYBR green QPCR: JCT& 4% 4 il % /I BRI 48 Al B ik, 4%
VM R 3 N A &S JBRE pK ORI ER 2 Bk pCD40L, 37°C ,5%
CO, £/ #5353 K. F Rneasy Mini Kit #2H i RNA, L Ol-
igod (T)n Ry 519y, R e s A 8 cDNA, ARSI % T B — actin 1E
MW Z, IEN -y i L3514 .5 - TCAAGTGGCATAGATGTG-
GAAGA -3’ FiiE8| 4 :5' - CTGGCTCTGCAGGATTTTCAT -3’
(GeneBank; NC —000076.6) ;§% B - actin [fJ F¥#BI 9.5 -
AGAGGGAAATCGTGCGTGAC -3, FiiE5]| 4 :5' - CAATAGT-
GATGACCTGGCCGT - 3’ ( GeneBank; NM - 007393. 3) ., M
Tl 3R SR A B cDNA g B AR 47 real — time PCR (1 4
M, HY 8 % F o 95°C 10min; FUAE M 95°C 155,38 k 60°C
Lmin , {& 2R 40 A JE ] . T8 803 R 1] Roto — Gene QPCR H i
A HEAT 3 BT, mRNA A% 55 82 B R AT 274 8 [ AACT =
(Crraa = Crnein) mm = (Cormuger = Cornenn) e 1o (3) AR SE
B — MTS Lb 83k : Jo T £ 10 7 SR 45 /N BRI sk e Jk i, FH /0 BRUak
EEL 200 R0 4 5 9k 3t 91 S 4 0 A B 4 i (e ik B U TR AE )
SRIG A% 10% FBS ) RPMI1640 X5 7% 3 & B A1, % H L 5
x 10° il {3 70 F 96 FL 41 MO AR , 39 ¥k B 66 13 43 500 A 2 ok
pK FIH 4 JFi k. pCD40L, 37°C ,5% CO, & FEs5% 3 K, A
40l MTS ¥, 4k 8235 5% 4h, JT G AR ALK U 490nm T 19 W56
FECA) B . 20 0 3% 58 5 1T 848 1 (stimulation index , SI) 3
JR,SI= (SCued] AfH - 25 14l A )/ (BAMEX IR A - =5
HA AME) . (4)3hWe - 3hy fye M TE 5000 .48 N
BALB/c /N BEWLAY I LT 4 4. @28 #4 pK 41 (100 f 72/
H) @z #ifk pK + TALTRL pgD 21 [ (50 13 58 + 100 B 58 ) /
H1;Q@FA TR pgD 41 + T Fki p CDAOL 41 [ (100 58 +
50 ffoi) ]/ 2 @F A kL pgD 41 (100 ff s/ ), /N BRE i
LR 55 100 ot/ H, B 21 RS s e 1, R AR .
REHS 42 K G BEPLE I 4 FU/N BT Um0 00 . I R 1 4
200 fgFt/ H 20 x LD, HSV -2 % 3% B i, B K M E 1 st /)
RACT R, W% 14 K, (5) sh¥p s it — e /N R AR i W4k -
B g e 14 RUCHE /N R & Ik il 2001 43 85 1103 , BT A A
AF -20C LA, RWAEIEIE 21 KF) /N, I B0 B
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JIE, 2 200 A Je Je 20 i I g il 45 A iR s . (6) )
Yrse sy - a4 ELISA 346 I/ B 35 v 1eG B ik : R K 7%
HSV -2 75 2 B0 4 BEEIE S 0 AR, —H0R FH 2R B 1gG - HRP 4%
AL ELISA VA6 I 1 35 rh TgG BTk A {6, A i A450 /]
XTI A450=2. 1 Sy PHM, WA, (7) s esm - i
S A0 AR I A1 J I H CD4 " A0 CD8 T 41 M B 43 R 42 2 K
JaE G BE ) 4 21 BALB/c /NEUIR S 1 IR ARLRE I 14 K AR HE B
I, 28 40 0 358 Ab T 4R AG I Y, 40 B 5 FITC bR g /9 3R 41
CD4 " F1 PE #3icd iY Bht CD8 " 6% F 30min, PBS PRIk 3 1K
5 LR AL 4 BF CDAT R CD8 T 4 R, 90 I 4% B4 )
Cellquest FAFHEAT /T, (8) B SE 4 — MTS H £ 3 46 T /1N
FUPLE T 3bk B2 200 Pt 2% B 68 7 /DN BRI iR 88 21 R 45 20/ B
02 JR 7 1 4 45 T 40 R 40 v B S x 10° A~/ 2 T
40 100 B TL/FL o K AR R 5 Ry 3 B4 1 43k R S
PO AL — 50 pg/ml 73 PR 40 58 925 6 75 5 A8 4 S 1k S
#FL — 10pwg/ml Con A% BEFL — RPMI 1640 58 & ¥ W .
B FEME T 37°C,5% CO, , 40 Ji 4% 55 46 1 1% 3% 68h, in4m
3% R I 7R 40 G T/ FLAk S8 5 4h, AR ALY A fE .
R A ST = (LI A (H - 25 4 A ) /(X BE 4
A -2HAAHE) . (9)FHPLE - /R kb E 7
RANTES 4 : 28 2 W S fE i) 4 41 BALB/c /NE AR5 1
WAIE Y 14 K S IR E B, 43 5 1 75 , BEAS (R 77 T - 20C,
¥ ELISA {77 & i B K 9 RANTES (9 & &, (10) g ¥y 3£
5y — 3 2 0 M ARG T A0 ] ot 43 3 TEN - y 1 IL -4 A9 T #Y3%
OKF B R e 35 KT 9/ BUR K B 4 i in A RP-
MI1640 5% 4 55 3% 3% (£ 20ng/ml W P g .1 wmol/L B T M
0.7ul/ml BLAEES 25) WG 37 4h; 100 ] 55 32 000 2ml 2140 g
AR = IR MR 10min J5 8BS O 5 Y 027 MR VR UK R B 0 5 i [
SE %5 AL IR 20min, BD 2% v VR S B0 5 i U
AP IFN -y F1 1L - 4 886 Y {4 30min, BD 28 vh i Ik ik
JE B i PBSS00 i 7t/ A% F Ak 40 ML, 3 =X 40 A4 A TFN -
v AL -4 KK . SEH 45 5L Cellquest #:2E4T 20 H7

5. BT RO DU B + bR 22 (2 2 5) Rov . R
Origin7. 0 GEiT 2= 51 A AT BB IO e it 38 S, AL Z A I 4
THaF7 22 5 40 0T JH 75 22 43 17 (one — way ANOVA) , Lk P <0.05
NESAH G HE L,

& R

1. pCDA0L T 41 it ki i #4 8 : CDAOL | Bt K/NEY
i 723bp, 5 FIY 4 783bp AHAT . 2 BTk pCD4OL
ZEcoR [ fXho I XHEGYIJG, Wk 5.4 kb Al
783bp A4 HY B (1) o i ki 28 DNA QU ¥ 5, 4
AR Bt GeneBank BC119225.1 [ &, CD4OL JF31 1
1 ~783 Bl HL)7 5 56 AT . 45 R 3R CD4OL & W oy
Hh v [ 1) A% 2K AR pK BRI

2. AN S E s (1) /N BUILIE TFN - y mRNA JK -
AIE e & pCD40L(1.,5.10.,25.50,75 F1 100 wg/ml)
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E 1 pcDNA3 - Kan/CD40L FHEI S ELE R
1. DM10 000 DNA #5747 ;2. pcDNA — Kan 2% EcoR 1 fl
Xho I X4 ;3. pcDNA3 — Kan/CD40L £ EcoR [
Xho I L[] ;4. CD40L( %y 783bp) ;5. 100bp DNA Ladder

TEVE S M40 L 2635 TFN — y BYRE I 5 25 BRI A L A
Giit R L (P <0.05,[812), (2) bk 2 41 i 3% 58 fg
J1: 24 4 Bk pCDAOL ¥ B 7E 1.5 .10 .25 pg/ml
BF, R A5 5 R BR A0 A, iy £ 240 i 1 5% A8 ) (ST)
gk pK THE Z 5. MWELF 50 .75 wg/ml
i, 2 R A ST H B i (P <0.05), % W
A1) LIk L 240 A B S 1 T 2S JBORL Y ST (BT T B
WAL, Ak K F] 100 weg/ml I, H 20 5Ok 2H 1Y
SIE & R (E 3) . BbAM AR MR 1 25 53R
G0 S NI N R N e D DB B =W = v e

701
60k 0 pCD40]
sof - @pK

40}

24&:»{&

30
20
10

0 A, A, 1 L 1 b
1 5 10 25 50 75 100

R BATAE (g/ml)

B 2 /N AEAE IFN - y mRNA 7k F

3.8 (1) /NER LTS T HSV -2 HiiR iy
ELISA il 25 5% %1 K % 2 14 K J5 , pCD40L + pgD
4 .pK + pgD ZH 0 peD 2H 7= 4 1Y 1gG B /K- & KT
pK 40 (P <0.05),pCD40L + pgD 41 #3874 19 1gG
(149 7K AP B R T At 45 2 0™ A 1Y TG g K- (P
<0.05), 35 KJF Bk pK 44h, Hifih 3 4189 1gG ¥ A
W BT, OF HLA& 2 8] 22 5 A ge it 2 2 3 R 2
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T~ F1 NRIEH HSV -21gG Rt FE
35+t a pK T 21 51 14 K 35 K 42 K
30t o fHZConA pK 41 0.104 £0.006 0.151 £0.007 0.136 +0.017
7 25¢f pK +pegD 41 0.838 £0.036 1.433+0.071 1.359 £0.030
& 20t 7 pCD40L +pgD 41 1.473 £0.043 2.383 +0.182 2.235 =0.036
iﬁi 1.5 F peD 41 0.682+0.046 1.368 £0.037 1.164 +0.035
§ ]0 L
0.5 70.0 ¢
0.0 L L 1, .
I 5 10 25 50 75 100 ConA 60.0 | ”?gi
AL e TR o/ a CDh4+
FIRIETE (pg/ml) _ soo}
B3 4 B A B ¥ w0l
fw
o I 300}
pCD40L + pgD 411 IgG I E A B (P <0.01), %
B TR AR 14 K5 IR S0 15G A 10 2 f5 200F
%, W% 42 KRG, &40 1gG 55 35 XL W] 48 10.0
b BRES 2 WM 14 RENAR(E D), (2)3hPse 0.0 — — o ) ﬁéﬂ Déﬂ‘
Z +pghZ + Z Z
¥ — /NN LR CDA Y I CDS * T 41 i T 4R R ) PR PR
VS E 42 IR H) % LRI B 0 9 SR 2 B4 MBSV CD4”F1 CD8™T MINE5 %
7~ ,pCD40L + peD ZH ) CD4 ™ 40 Jig i) T 4 R BE = T A is
i dl, 5 pK A 2 S A G it B L (P < a0 | Dﬁg?}%m%a&iﬁ
0.05) (HILAL PG AL E BT ¢ K56, 2 F LA IH % & 35 | aConA BRSO
S pCDAOL. + pgD £ {5 CD8 ™ 41 i 17 43 R W 5 T @30 7 o
pK 41 (P <0.05) 5300l 3 410 B ok, 2% R K5 2 o
SR (K 4), (3) /NELT 40 K 5 RE 1. -
pCDAOL 5 20 i ConA 348 KW AN I3 5. 4l 95 92 9 1ok
HHIWEHRYES FHMSA, Z5 051 %28 X 05
(P<0.05) ; HAlr 3 2601 0 73 L, 2 S ¥ 5 455 3 2% 00 Lt : : -
. . pKZH pK+pgDZH pCD40L+pgDZH pgDZH
BX(ES), (4)/NRULTEH RANTES & & : ELISA
AT 2 Y B J /N BUIL h RANTES £ 7% A BS hRT iR
pK 2 . pK + pgD 21 . pCD40L + pgD ZH . pgD 2 RAN- 140 -
TES & & 4% % % 10.034 . 201.633 . 676.633 A oll4
12.0 +
170. 204pg/ml, 255 W78 24 2 R % 5, pCD4OL + aIFN—y %
peD 41f5 RANTES 7 it 75 , & itk 5] T 676.633pg/ M Z g 7
ml, B 75 LA 3 4, 46 4117 25 5 S5 32 2 XL (P = s /7% Z,z’ ﬁ ;//j
<0.05), (5)/NEUAME ML IFN — v FIIL -4 T fi§ 60 é // / s
F KK . pCDAOL + pgD (1) TFN — v A £ 1k K F B 40 } %
Fe T HAMAA (P <0.05); HAlh 3 AWML, % 20 b
SEHAT B0 iH 2 B L, i1 pCDAOL + pgD 41 ) 1L - 4 . f% 1A Ta.10
M FRIBACE LT H A S 4 (P <0.05) ; HAlh 3 41 pKAL  pK+pgD4l ,cDAOL+pgDZL pgD4l
P Lo, 2% R 40T B X (T 6) . (6) 9 1 it 6 SEMSE Ny F I -4 T R KF
NP HSY -2 B EE 14 R E, &5 Bk
/N 4 B AL T ; pCDAOL + pgD ZH 7735 3 H, & N
Ry 75% 5 pK + pgD 2 Al pgD 4 1) £ P R LN CDAOL J&—Fh A & K 4 W FH A 5% 0 5 78 6o 523 o]
50% (Kl 7). PR, FE 9 & B, CD4OL (%) 3 41 5 kL AF 4 0 2
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-E B

—— XJHRZ

—m— pK+pgD4H

FE2(%)

40F 4 pCDAOL+pgDZH

== pegD4H

1 23 4 56 78 91011121314
KE(R)

B7 @mEx/hREERP T

DNA £ 1 (14 e 5 1 700 78 N 2 93 Bk B s 7 (HIV) |
Uit B P I G B e BE (RSV) A5 B 1 AH G I IR
P H 4 RE S 1 B DNA 2 14 4N D G0 38 B AR YR 0 88 i
21 Sin BT K UBFSE L UE WA CDAOL A7 1k
R RE T o (HIR , B R IA BTURL pcDNA3 Jy
Amp FU M TR, B A AT BF 58 & B0 40 SR 25 oA Bk
B Amp, ifRE S X HHRIH Y EMEAL S, &
o EH R T ALK % pK ik, EH MR
WARAS T 5 H Al A 58 & AH AL A BIF 5% 45 5 o 2R AR A 52
g 2 & B CDAOL 41 5kr 2 A 75 5 40 i 4o 2%
(IRE 1. AHFSE I CDAOL 520 Jokr 1 32 7 F /N Bl
A1 JE) L 34K B2 400 09 JUE 96k EL 40 i . SYBRgreen QPCR
S 4 R W R H 20 FORE pCDAOL ZH /N BRUMLIIE TFN —
mRNA 7K - I & 34 55, X 356 W] CDAOL B I #F /)y B
JIE T 20 i 1) Thl Y20 M 531k o I8k B 200 it 19 4 5 56
rh, J 41 JBORL pCDAOL BE A2 3 /)N BRI bk T8 448 i ) 184
B, Uk BH O T A B AT Y A ) B LA — 1 B AR
S, 4 @ 2 BT OB pCDAOL ¥k BF 24 50pwg/ml Al
75wg/ml B, B XF A i ik B 4 A 42 43 240 A LR AR
e BE VR G v X R B2 100 g/ ml B, A1 ]
I bk L 20 3 B8 e S ini R R, 3X 1 B 2 T ORE
pCDAOL {2 41 & ifiL bk I 20 Jfd 53 %4 0% 1 AF — 2 1 ok B
RN A ZIEAEN . FEARMESE H, H 415k pCD40L
S35 41 ) o bk ECL 200 i 384 B ) e A VR N 75 g/ ml
TESN W) SE 55 v, 8 40 T kL pCD40L RE 42 i 14
HSV -2 DNA £ il /N B A= 5t HSV - 2 19 46 Jifg
B AR S g% o TE2R 2 IR 55 14 K, pCD40L
F1HSV -2 DNA £ 1 26 ] LAE S AU P 2 55w A {8
M TeC ik, H A [HRHMAHMW 2 MHZ2 (P <
0.05) ,if5 AL ™ A= 50 Z0 00 M T fo 58 o It =X 4t i AY

K 45 W 8 7R, pCD40L F1 HSV - 2 DNA J ¥ 4
CD4 " T #f F1 53 W5 IFN — (1) Thl 41 jl & 50 8 & T
HABZH (P <0.05) ;76 /N ERUMLIE T 96k 12 20 o 1 56 45
7R, pCDAOL 1 5 5 1 Bt s R 3B 4 S5 1 e i 1 ) 8
T BT W 2 e T 3 4H (P <0.05) , DL 25 S i
] 241 J5ok pCDAOL BE % i /2 HSV — 2 DNA % i H
WO A P HSV -2 A9 4 i S %, Ik 4b, pCD40L
H1 HSV -2 DNA ¥ 1 41 8 3l 3 ™= A o g it 19 a1k A
T RANTES, ¥k F RANTES J& CD40OL 35 B 1
AN DC 4 2k =4z, #afk 7 RANTES (1) &
Feik, A BEAE R BTE B9 CD4 042 T 40 ) CD4
T 1 CD8 " T {yi& 1k, 2 5 AL DCs 20 i 1) 5548 A2
2t Thl BUARME N 5 IEN =y 10977 A Ak 90 08 240 g 31
IKRAE TR AL, K AE Z B AE T 2 5 ALK A % 3 0 %
B SRS R TS AR ER &
BT F 099 B2 0 (LD, ) AR —#F, SE 30 45 RS R AH ],
AP T HSV -2 DNA BE pgD JFkr K HoAk 7
pCDAOL Ji A Xof JE& Yy B 405 9t 92 95 B J (1) /N BU A A7 10
A — MR

M2, A WE SR Y TR pCD40OL RE 42 i 14
HSV -2 DNA % 8 il 3 /N BLU™ A6 45 5 1 10 4 4 928
FIVAHE i, 5 o1 JHC 7 B2 v 4 i 6 3 D7 T 1Y g
HAVE RS AE 1. EIRSEmss b, B ATH
2% CDAOL fit — 2P IR R, M E & HSV -2 BIRIT
PR P AR L PT AE  A HRE

% 3Tk
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