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DNA L BEFIGYE 0. {1 DNA #9 DNA SEEMFIEYE ;. RNA B H Rk S E TR CE#F
FEMEY RNAF, 5550 BEERH RT &) DNA R B E I BB REATE R —FH A%
£A9 DNA FER, X F AT 226 DNA JE T 3R RY S8R T BT s,

EAEME AIDS J§ A AZT WITARZEI W ER AZT AR LR
Frlina, % 5 RT-PCR 7 4: 8 SER 38 RNA I, T ELL T BRAY T BE DNA, A TIEWX—HAR,
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2 WY
2.1 HTLV- BB 3% H&F HIV-1 3408509 He AR M. Cloyd {-H13% ,U. T. M. B. TXOUH b i3,
5 7000 /m B0 10 90, TG, RIS 25000 m HIEEES.O 2. 6 /AT (Backmam. SWER) . FF L, TiLE
A RPMI, B0, 38 B EF-80CEH.
2.2 HIV-1 Pl #. h F LK EMEVERET 8 H B AT AIDS 55 AL, BRI IC 400, 1555 EHM
R MEFARESEAEE. REeAiiA e ., BEEE AR ICEES,
3 HEEEREE(PCR)

PCR #14: BL3CHAU RV MRS b & 50ul A SRZYARHK (0. 01 % Triten X-100,0. 001% SDS, 0. 6me/ml B
B K(Bochringsr Mannheim)0. 1mel/L Tris-HC1 pHS. 4, 0. 001mel/L EDTA) ZYRIE M40 INaE B R-2 w ek sou
PBS(pH7. 2) i & L0 R T MR R K . T130J8 gag 2EHH X 49 SK38/39(Cynibetic Genetlcs. San Dicgo) , B,
env L[ XY SK68/69([] SK38/39), M KL IvH¥ FiER 2001 BB AT BB 2k 424K - SIEX 30 £ 5 55 r-=P-
ATP F IRV Bi4H(SK19. .Gog, 5 SK70. ,env)TEG (Eii 2. W 10K ENESEREXSE. FHEH Ko
dok XAR BEH H B 16—20 s, M55 4L,
4 BRTUREUERE

EOH LGS A CCIR T Cuw#AMT 1 BT SR EEW M 1 /et jo ks 559 24 /Bt. #5550 PBS BEi% 3
Yo M BRI A R e R AR . BEIRJERES S B h0 PBS ER TR , AL PCR B RIREA.
5 $1CD, B4 (Leu 3a) SHTRHEW CD, B ik

IS PBS ¥EiR 3 1L HI & AR 50nl RPMLeodS 35 3 1 5 10" 1) Cos 20N . 3] 10wl Leu 3a B, 37 CHE
1 ESER 0. 140 0. 01M. O. L {9F5EEZE OCHRAE FIRM 1 /it B PBS Bt9% 3 1K ,PCR M5 DNA, 5
BE—a fERERE.
§ DNABIRIES

HANTLER R FOME SRS . F PBS BETR 3 1, I 100w BRI IS 95CHER 15 S RIS E A K.
FEHN 101! DNA & (Bochringer Mannbeim, Milan, Italy)37CES#E 60 -8, 950K DNA W 15 204k, BE L
£5 0TS B SR SR SR T SR AR L L PES ¥E3% 3 I TR T 100w PBS o, i 10ul (¥) DNA B§, 37 CRIE 60 4140, 42
95°C K% DNA B 15 5350, #5551 PCR 4MF.

% R

1 ZREGEREE RAJH PCR Jrikia WRRER: HIV- 1B 1 P1 #58) Cous S M 4 A#% % DNA,
BET L ANENGR, LA 1. a BP0 EE B B 3 E) B o 25 A AR 118 -2
P-ATP HEIDI S X B M B B, i — S ER TS e SURE RIS R
. B ACH-2 413 (fy G. Pantaleo -1 B % ,HIH, Bethesda ,MD) , 2y f§— 4 i} & 81— HIV-
1% N %e DNA, IEWHEBRLETEIHS TS 10 MU THDONAS IR,
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Bl LISK38/30 %3 [thdfT PCR R
o FEEMHEBERELZR
1—3. HIV-1 gl CasHESROY 2L
4—7. ACH-2 #1H , 5+ B> 1,10,100,1000 4~ DNA 3 I
B RfAMR 9. HHAXME
b B REE TSR
1LEERTE Z DNARES TR 5 HaAE
4—E. HIV-JE iy Copeo BE B M ZIIEED
Fig.1 a. The DNA was subjected W PCR using the SK38/39 primer peir
(gng geneYand hybridized with the labeled probe (SE 19).
The DMA derived from the tysis of Cayss cells infected with HTLY- N B(lans 1—3).
Serial dilution of DNA extractzd from ACH-2 celis, 1, 10, 100 and 1000
DMNA copy respectively (lanes 4—7 ).
Lane § iy positive contral. Lane 9 iy negative control.
b The DNA was subjected to PCR. using the SK38/39 primer pair and analysis by agarose gel.
Positive control{lene 13. Standard moleculer weight (tane 1). Negative control (lane 3).
The Lysis of Cres cells wore infected with HIV-1 (lancs 4—73.

: MELLONMPEBS AVWHSHAENERALE 2. EREFFTERELLRL OCHR
REUR R EAESR TR , AERE ST MAAR AR THAERESRMN .PCR £ R HE
£, U #E &L 0 PBS SR SR R B , PCR A BRI H U4k,

2 REERERS B AT KT BN ek PRS 55 PTRL PCR IS nis R
1. SRS IS 37 C R MR 2 CCERIEMEER BRI 3. F1. Hipees
i, A2{HPES 5 AHEME
Fig. 2 PCR enalysis to detect viral DNA in HIV-1 expascd cells after different treatments,
HIV-1 eaxposed cells and incubated at 37°C for 24 hm, then added lysis buffer (lane 13,
HIV-1 atmarbed cells at 0°C for 1 b, then added lysis buferClans 2).
HIV-1 expmsed cells and incubwted at 37°C for 24 hrs, then added PRS (lane 3).
HIV-] abearbed cells 2t 0'C for 1 hr, then added PBS (lane 4),

3 MMMFAERFZE DNA BALTEIE PCR 5558 WA 3. 877 HiBr DNA R T IR 6 DNA BT
L ROTEES P EMBBIROIRTS I DNA LT, R ER - F 55 DNABLEET
BB AERAE OCERH —/Pdal 3T CHERER 24 /DI EERE, YL EERBRT
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FIDNABLERERAE., KRS8 RENERBSTREER, Frilf ) DNA 7 fExf
ONA S, WSEERAEBREARER DNA, YT DNA BER SUR06,
F3 HRRENEEEE R DNA NIBNEREL POR 2547 DNA (25 B (B ISE
HEpTh O
1.DNA 4TI
2 1 4. S0F DA WAL LT RIBHREIN PCR 8
3M 5 SCHES A DNA BTN PCR £E R
Fig. 3 PCR analysis $o detect viral DA in HIV-1 exposed cells and treatmert with Dikase,
DNA standard molecular weight (lzne 1), )
The snmple wag treated with DiNase befors 1ysis of cells and virus(lznes 2 and 4).
The sample was treated with DNase after lysis of cells and virus (lames 3 and 5).
i FBEIRT CD ZERM PCR 5 AE 4 113E 1. AEASFTLEY . RERKIAISH T LE
AT REST PCR R NP . RSB INAANESER YN, HFHARSETHRH
FUIEFREEE S PCR YN £ FRBEERES . WA ¥ ONA BERES TRERA

B R, WHRIR  XFP DNA MISERAWEBRFX.

H4 ROstRE R PCR =t , fLE IR g R

VR A SAPTARRNAER 2803 REQHATMIITE 5 FEME 6 BauH
Fig. 4 PCR analysis to detect virml DNA in HIV-1 exposed cells and treatment with McAb

Fresent of McAb (lancs 1 and 4).

Absent of McAb(lanes 2 and 3).

Negative contral (lane 5).

Pasitive cantrol (lane 6).

21 EiERSESERFCEERR R

Table 1 Virus titer aficr the target cells were treated with MeAb

MeAB 2hFR FobE
With McAb Without McAb
0. 1 MOl 2.3 5.0

0. 01 MOl <2 3.6
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ACHE R TR ERA LSRN HIV-1 REMREFRTHEF IR E DNA.(OR
{57 400 B 2 AT b TR S BT AT 4 PCR 45 SRARI D45 Ry DNA HrBr. Wil PBS B
B 0 B L A ZUAR R B R AE M B DNA | (OS2 8 AR T # S IA DNA B ERAR b8
Bt ,#E5 H 49 DNA % DNA B AREUR. MR ERD SR EAH SR DNA R [ &80,
GYRBE OCHLTRMHMA 1 /e, BB ESRB DNA, FEFLFIBTH DNA FETH
B R BN ER T A, ENREE OCAFTHRME L /A, R EEAMBETER
ZH02, i PCR 773 W B4 DNA [T G B 4MK8 DNA SRS RN ERE T RCBEE
4B 2L B 41 4 DNA TG SPE T RS B 40, R 804 49 4% 7 U89 B9 3 DNA, Kim &350
HIV-1 f5 3% AL A S B4 16 /BTl ko9 3536 4 fE 42 WD) 48 F 40 DNA, Dianzani H{BIRIE
MEBRMRE® /NN, BEEEE 16 /8, FRHAE 24 MEEEBAE
w02, [ N 7E OC RN 1 /e, HERR 3R R4 I B8 57 20 9% 2 IR IS #F 49 DNA,

5T HEBR#MIE DNA 55 0040 82 , {113 DNA 40T, ERERTSRM AT A
i DNA 5t DNA B F 88 . R4 X% B WM /S A DNA B , 4 R 74 DNA BRRUR. BTLIAIK
B RUTHBRENE TR T DNA, LEMAE LE'CD, SEMERHEE FE
By VR A 41041 32 B, E T 5 b DNA JR4E R 9E 25 52 , 77 ELXFh DNA 60 B A5 S I Bt B
X, BIERIM R ORI DNA £ 5 0 H 18 45 532 Y150 F DNA RALH B0 R B e
(PR ) . ¥E U3 3% DNA RE W E M S s R iR,

R iF Franco Lori %543 3038 , 46 7] FE R 3 Sl BLAY HIV-1 SR QLR [ b2t A9 40 AR, 10 V8 22 B0
44 DNA, B 1T B K F AIDS 55 A2 BBl 4 HIV-1 PL LI R BB W EDI LS 42T
XHARAH LR, -

E B i R 7 2 SRR A H DNA SER S B RE B R0, LR FE T MU
FRELL B 27 R EEHAR AT, R H YRR X F DNA WX EMNEEH
i B A0, e R BT R 3080, B W BE S h sag/pol LR B R P M B R AR A Hh VI B AR
pB6/pSS B W36 BN K- gag/pol HI M A W54 T HTE0- 21, X # RT-DNA H4WH B
BHAREER.

SHEXBRE, ERSOFTHTE D, DB RER TSR —H R4 DNA
®,XFDNA EHEBHAHA— T HS 8 RWESARCZ™, REIK env XEAMIY
SK6&/69 ¥ fEsh MR EFLE pag A FH AL IP EREY H i Thay ¥ 5 3L DNA PEE{LEF sag
HEH K B A, W R K DNA 5t Z env HH FAIPIH,

BZUEERMPFRRNA DEJFENEHNHTIREL. HUNTHFLERTEER,
=i —H .
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Demonstration of Infectious Mature
HIV-1 Carrying Pre-viral DNA by PCR

Dong Guanmu® Guido Antonelli®

1 ( National Institule for the Control of Phnarceuticl and Biological Producis, Beijing 100050
t(Institule of Viology , University of Roma, Rowma, Italy)

Infectious mature human immunodeficiency virus type 1 (HIV-1) carring pre-virus DNA was evi
denced by palymerasé chain reaction(PCR). When the samples were treated with lytic buffer, the re
sult of PCR. should be positive; however when PBS was added instead of Iytic buffer, the DNA was
not detected. The DNA was sensitive to DNase treatment after lysis of vira;l particles. However, the
DNA was not sensitive to DNase treatment for the intact viral particles. The DNA was not detected af-
ter the CD, receptor of the Cggq cells were covered by anti-CD, receptor monoclonal antibody (Leu
3a), and the virus could not absorb to the cells. "Furthermore, the number of DNA.was correlative
with virus titer. This evidence supported the HIV-1 virus carrying pre-virus DNA.

Key words HIV-1, Pre-virus DNA, PCR
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