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WLAFEFBRE WRE (FRF)
BranEe B &
PRERT BH—

P XHE

AE e ERE (HIV) BERER R &K, £RATT HIER K EABH
X 7 A7 B LA FORAT B4 M (CRF) L HIV 2 B E R 2 B B WA 4K, 7 947 HIV
AT, MELS THEHZEEXR, 24 HIV R ZNL, Ul CCR5 (R5)
] CXCR4 (X4) gt stie, SRR ETH ERNEBEHIETHE ZA
Ao REFARKIA, TEHIV E/RELRATHEHWRFHREET—, B 20%
BHEEZTFEET (HAART) EREEZTE, Hit, BREHV EE LA 2
R R HAART o m EE AW EE, FHEBTRIFFEFR#TRE,
EA e ERZEW T HEERANE,

AH 7L HAART 7697 A7 Fo o T R AR A 0 A, LLHIV ZEZRHRA
TN, FFRHV ZE LRATHNERARATN; Us FEERE ST 8
RREBETHERNE; EASHTERAONMEZ LB EETRANTHE R
fsl, BELE, RITHEREEEPDHEE.

FRER:

ML AFMER —Elt 674 2 B&F W LA 5 4 x I, CRFO1_AE v
CRF07_BC 47| & 63.6% #7 18.4%., *f CRFOL_AE W %W XL, 4 %4 =
(65.5%) , Huk=Z 1# (14.7%) F1 5 #% (8.2%) . #t % + # 15 & & CRFO1_AE
f1 CRFO7_BC BT RMH A FthL 2K EHF7.

LLsk B 4 B2 Ty 1805 M A A A R, RAE pol X774 2 4
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P, RERFEHERSN, ZHERBRERENTHEZ G, LA LEERF%E
R gefo Bk R RSB 5 EAR B, 4 A8 100%A7 96.8%; F it B R i A
R 5 EAR, N 71.4%, 17 F 514 28.6%. AR T i 5| N\ &% P & futg
HamF s, 7 RERBRELEREE R ELEE, #TEST LR RS E

HAL 674 B R|EFHRNNT, ARAEERRNBE AT HEF . LIIETH
% CDA 4 KT, HIV-1 TR R HERAT#H, HEErr I LEEPm ek ER.
BC B W4 xEEKFEEMT CRFOL AE £# ., CRFOL AE B9 5 # 40 4 %, F
T 1. RAXMERAET CRFOL_AE R H 1 R & FREM X4 BmE, ER
G F A CDA WHAT THRAR. #— P HRBTHEEERETHE V3
P PNGS # &, £JF& 8 m R5 [ X4 # w4 R £,

FREW:

CRFO1_AE ## CRF07_BC & #TL £ ZimATH HIV-1 ., REFFEHL*
BEHEMELSFTWE, TEERECES, RERL SN ERNE BHAE 8 RM
L, RETABAHENREE. & T HIV-1 XET RS 88 X4 B4R 1,
CRFO1_AE K # 1 # %% CD4 A&, HFHALZREEZTR, NhELE TiE
TR AR RERIR B . AT AR E CRFOL_AE &t HE~ AHEA
wE, LA NEEENS L,

*47:. HIV-1, CRFO1_AE, "£1£, MSM, HAART, #E&EZE, 4 FW%
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Study on HIV genetic variation and its application in AIDS

prevention and treatment

Zhejiang University School of Medicine
Internal Medicine (Infectious Disease)

Doctor’s candidate Jia Sun

Supervisor Yiming Shao

Abstract

Human immunodeficiency virus (HIV) is the most variable virus and produced
various subtypes and their circulating recombinant forms (CRF) with certain population
and regional distribution during global epidemic. Genetic variation and evolution is an
important research field of HIV and has wide range application in AIDS prevention and
treatment. Our study on HIV genetic variation is designed to trace the HIV epidemic, to
improve the accuracy of self-reporting data by building molecular transmission network
and to analyze HIV tropisms based on coreceptor shift from CCR5 (R5) to CXCR4 (X4).
Previous studies have reported that different HIVV subtypes and their genetic clusters
domestrated different CD4 cell loss and disease progression. During aniviral treatment,
even though the virus was effectively suppressed after antiviral treatment, immune
reconstitution was blocked in about 20% of AIDS patients. Therefore, it is necessary to
examine the mechanisms and factors associated with poor immune recorvery in both host
and virus including subtypes and clusters and viral tropisms.

Based on the antiviral treatment cohort and national molecular epidemiological
survey, we initiated the study by analyzing HIV gene variation and phenotype prediction.
Then, we build the HIV transmission clusters and use it as a parameter on the determining
model to evaluate the accuracy of self-reported infection route data. Finally, a variety of
methods were used to analyze the mechanisms and influencing factors for the poor

immune reconstitution in patients with antiviral therapy. The following results have been
v
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obtained.

In molecular epidemiology study, we recrumented 674 HIV infected individuals.
CRFO01_AE(63.6%) and CRF07_BC(18.4%) were two the main HIV-1 strains. Of the
CRFO1_AE, cluster 4 (65.5%) was predominant, followed by cluster 1 (14.7%) and
cluster 5 (8.2%). We also detected two novel unique recombinant forms of HIV-1 strain
derived from CRF01_AE and CRF07_BC.

The pol sequences of 1805 subjects from National HIV Molecular Epidemiology
Survey were used to build the molecular network. Adding the molecular network
parameter and using decision tree model, we evaluated the self-reporting data of infection
routes for all subjects. The model analysis found that the accuracy of the self-reported
data by women reporting heterosexual infection and MSM reporting homosexual
infection are 100% and 96.8% respectively. On the contrary, the accuracy of men self-
reporting heterosexual transmission is only 71.4%, with 28.6% error of actual
homosexual transmission. It is revealed that combining transmission network and
determine modeling, we can significantly correct the error in self-reporting due to social
stigma on MSMs. The improved accuracy in epidemic data will greatly faciliate the
pr&ising AIDS prevention and control.

We recruited 674 antiviral treatment (HAART) patients in a cohort to study their
immune reconstitution during therapy. We used a generalized estimation equation to
evaluate the factors affecting HAART effects. We found that baseline CD4 T cell counts,
subtypes/clusters, tropism, and age were independent factors affecting immune recovery
during HAART. Poorer immune reconstitution of low pencentage, low level and longer
time needed, were found in patients infected by CRF01_AE compared with BC, and in
CRFO01_AE cluster 1 compared with cluster 4 and cluster 5. We found that high
proportation of X4 coreceptor usage contributed to cell demage and decline CD4 count
before HAART. Further study revealed that the mutation of specific amino acid of the V3
region resulted in change of net charge and PNGS, which was the basis of transformation
from R5 to X4.

Conclusions:

CRFO01_AE and CRFO7_BC subtypes are the prevalent HIV-1 strains in HAART

patients in Zhejiang Province. We constructed the molecular network to track the
Y%
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transmission chains and corrected the bias in self-reporting data of male heterosexual
transmission, which is suppressed by social stigma for homosexual activity. We found
that CRFO1_AE, its cluster 1 and low baseline CD4 counts are associated with poor
immune recovery in HAART cohort. This is due to enhanced X4 co-receptor tropisms in
CRFO1_AE and its cluster 1 infected people, who should be at the top priority for
receiving HAART. Considering the high prevalent of CRFO1_AE and its novel
recombinants appearance in Zhejiang, special attention on monitoring these strains should

be given by local health authority.

Keywords: HIV-1, CRFO1_AE, tropism, MSM, HAART, immune reconstruction,

molecular network

VI
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HIV & [ 2 787 58 & H 78 30 B 36 B9 AL A

WLAFEFBRE WRE (FRF)
BranEe B &
PRERT BH—

1 &%

1.1 WA HIV-1 BATEEBRR

19814, X [E B RME T5F BB RB, B T AZK IR E RN T HE
W, d TEHRAN LB RAHEAEDBERAFT, BRMAEERREE,
B 3 5] A B Ak & B9 E L. 1983 F 198448, 5 5 A AR A 58 AL i S A
XHRAE MRS RKEERE NSRS RN, 10864, EfRKE
NRFLEEIIRED L H AR RZHEFE (Human Immunodeficiency Virus) , &
MAHIVHIVEREF 2k LR TREMN, BFEEE. B0 2L ZIARMHHIV,
o A AHIV-LRHIV-2M, HIV-L iz 0 TR &3, =52 A FAIDSHATH £
FomRE, MHIV-2EE A TEMNE, £EHS5EEF AR THIV-L 512K L
BRREREAL, B RIAA, HIVEERETEN, FHBERFNXEO,
RAEBHIVEEFFIZR, HEL2 AMEA, NE, OAFPA A4, T [EH
A H #E 5 1430%-40% 0, MA 4 HA-KE TR, DR X T B AR 7 &4~
K B AT E 4 #% (Circulating Recombinant Forms, CRF), # % B ar, 243 —4£101
FHIV-LRATEA#E., REF =R EBXERATRFEELTR, £+ ERRK
T&TAMAENHIV-ITL B LR FATEL %, @FA. B . B. C. CRFOL_AE,
CRF07_BC#1CRF08_BC% %, # +#CRF07 BC. CRF01_AE. CRF08 BC#:B’ T &
HEBEWRATE, 2 74| 535.5%. 27.6%. 20.1%7%29.6%!°, — I %t + [F]CRF01_AE

1
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T A AR et AR 8 RO, RE £ D F AT/ ML )ICRFOL_AEGRAT 7%, 2+ # 14
27 Fn3fkE EEAR AT X B0 R AT A BB ORE AR R
FAMmMEHE EE A LN REMSMA B FFRAT; FORMTHENEREN TR LW
2 b AT BHIV A B o & FL AT,

B R, HIV-1E 78 23K 58 B W AT . 20194 — & & & £ # =+ 7] FF| (The Lancet
HIV) EXTARRFRGEMAREZ AERARNRARERAPDIRANRET 23
HIV/AIDS % J% % % 48 3 Tl 7 20304195 [ R A R B AT #4 % . X & H,
AFHIVIL T A $07£20064F 14 | T &, 211957 A (95%Cl: 187-204) , HIV A
19994 it i %, T3 43167 A (95%CI: 279-367) . 20174, A FKHIVH %
FaBe T P A0 L F T &, 22 45 41947 (95%CI : 163-229), 5L 1-957 (95%Cl:
91-101) . HEHIV-18RAT EE R0, AHE LA L, HIVRFER, BREY
DL R AR SR B B s, & B B ARIRAT ACT . RIE & B m iz B I 5 5
1§ 7R, 2011-20174 HA [, & B30 H S HIV R 3200 6 500F0 50 A 03438 58 1,
20174 357 % FHIVE 2 #/AIDS 7 A 1345121, FL1-26787%]., 4, & EZ1E A##
FHELSBHAFE, TR S E, AF. 8. BIAFERAREZ, MSMA
BEREAFOR S,

HIVEE & & £ 50 =M g, $82%, nRtE. Ba, TEHIVHA
EHEAXUFEEENE, EHIVELRRERE AR EEL R * B — I
RET, KEBHIVHEERAEF FRETA#H T, Bt REET RN LR
Aok BA HTR G ABERI67% M, T ARBURPH N R HEMET N, REANER
N BB R AT 9 BREHIVEY KU £ & N B R 943106515,

1.2 HAART B E R EZR N

k& & R IumE 6T (HAART) Bys#, BHE % & THIVE L H/AIDS £ £ 8
M, BT EFAEFE. HAARTE TG A WM EHIVEZE A4, Mz
HAARTHI B, & TAMAT B, #hkEEHA R0 12CDAM B 28 i 7Y & 3 4 A LA
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B I8 5 %% (L CDA%E BB 7= 4, £ /5CDA Tk B 48 f Frab s K116 17, — 34 &% 4
BXHAARTIEIT 5, CDA%E ALK B 348 B B #3500 l, #xEZE L, i
HIV I A & 4 )L 88 £ 7118, AT, 24920%8HIVE 3% ZHAART ST T &
KmEREH RIS, ECOATHEAMBEKTHL, e rER AR, 3
WorBERIREHET, 5AIDSH X AR X B A H KR 5 Fom 51 5 F 52
KR, FHiy, XH;WHBEEMTRENIFFNRERFAR, BOd T HEE
HEARE X B AR, E—F0A N iE7 5CDATH B4 Mg K & £k 21
FE. L4, TR ECDA Tk B a4 it Tk £ 5 — AN AEE (>
200/ul, #350/ul, B E500/ul) B ALK LiELE — F A (Ww20%) A
FIRERE R E NP B, — ) &, CDA Tk 40 M 4 38 3 fiv 5| #8 33 350/l =
500/l %% B R AW AR AR, fxER RS R 540 E mCDA Ttk & 4 i 2k &
WP BR etk B AL e i 2 B R S T R A K

Her EAMA LN, mib, A3FAARE, BITAHIVE R a5 K f1 3 4 CD4
THREARATFRESHAZEEZNRNEEZR R, MAFRIEA, BIREE TR,
R, HIEE ANEFE ALEHAART IS T ECDA Tilk B 48 i 38 K & IR o X 16
FAB N, REEHINHEIHCVREE ZEEE TR A X, EAHCVRERE AL
AT HEE RSP, EHIVE KR ARA T, R at o #K, CDAT R H £,
ELCDATHE A E D, ZHHHAARTIEIT B EEH £ 2,

HT R EANR EHAIDSHA KR A RERNCEREAREZEELR
WEEE, BHFEH S HHIVEE T A EEZ LR N XE ZHTHAR.

13 HIV-1 & & F Bl R R X

I 4 BNCDA T4 i 2 4 AT HIV %z f & iy B B R4, ZHIVE $ L
B EERER, AMHIVREE THARTRFELE 6CDAS T, LFE /LA
BT K, WwGE G BHMLE T ZKCXCRAKCCREEY 3, 448 77 & 1 F 4 81 %
REE AT B AR, ¥4 1 F CCR54H B &k #y J5 & A8 9 RSP M 2, 1 /i CXCRA% B


https://baike.baidu.com/item/CD4%2BT%E7%BB%86%E8%83%9E
https://baike.baidu.com/item/%E8%B6%8B%E5%8C%96%E5%9B%A0%E5%AD%90%E5%8F%97%E4%BD%93
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ZARBIRE EAR XA &, 8L Ak B I CCR5 5 & 3L gE 1 Fl CXCRA X 1K B ) &
PR WM R bR B2 3 3, — A N E R S HHIV-IR SR Bk, Rek
- 9 B RS 78 M 7 & 4R 15N, 72 7 s 3t /B B AIDSHA B 3 1K 1 ] 4 F1 X478 M 3R 7%
HP, HTRERLE AR ZRRETHRERRAMFE LT TR LK &
TH#%, SHEHEACDATHE 4 s & TR, KiwgitE kR,

HREAHIV-UR SR B At F 2 im0 EE G L £gpl20 E# T &
[XV3IX e 5 #0839 V3IX 3 A | 4 E e fy & K 1R 7% & 2 & 5 CXCR4AE A R AR By
MR, WwEBLA FF115 255 K00, X Bok&HVIX A& & fgpl20# %
REE AP REEZWIEA. 1125 N2 £ TBI A —Feg i H 77 £, BIR V3
X F11F0/5255 L g HA W AER AF AR (R) MIEMAKR (K, BIAMA
CXCRA% M, £ HEFFNFERIBVIR FIHFE, — L7 EAEAT ERER
M2, FHELTEELT EMERERHBFNREERS, REVIREZEET A
Bl ek e R, SR T VB R B M TN 52 B b T T e B TR B V3-CA X R AT 45
Ao, HEBPCRARERBZE —AHIVFF], MHIVREZEANRKER Bk
fi, BRAA — & FFIHEEREEMBRARE, WA - KRNFHEAL R,
A J5 X Bl % AR TR A v S,

Bar# R R I, [ W I A Fu AT bR Bl R B R B U ok O it B — 18
R EER AR RAEBI A FFBAW, M TAHE 2k —FRPWCEA +ogit
WRER, CXCRAMEMFH LAIRMKIE, ADLAWH R+ XI, CXCRA%E
HERE I E E E AR, £ B AREHIV-IAZ % = 23, FEMNEXRDLA KR
R W, GATAARL, DEAHINL T AR EH2.274%, #EEWHOS, 4
2o R T 4 5 1,945 00, M [E R R Rl A b BoRDI A GRom R B B X TEX
AR ZI, ERBERET, REBRHIVERF T 7 £k EXHF EER
R E M, MBEZHIV-12] I K AIDSH #1CD4 Tt £/ T 200/ pL # = 4z bt 8] 2~ A
R125F65E0, AMEHARATHTNERLENEL., —FTHRXETR, &
CRF02_AG # CXCR4"& 1 ¥ £ [l % 5 1£86%5%1, CRF01_AE L £ # CXCR4% £ th,
FlE H A T A F 7 ok vk B A BY, S B 72 CRFOL_AETR [ JAT #% B9 P8 Mk th 7] Ao ik

4
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& — L,

1.4 B E WA MSM AZ HIV RZIFR

WEE R R ES T E (HAART) W3, MK T HIVE 3 #/AIDS &
FHRERE, AHTCOATHMUTE, NMEKTELEEG, RETLEERE.
W B LA ST 7 R AR, B AT A Rt T TR HIV-1R 3 3 2 S 3 47
FRFEIETT, MTHIVIAIDSTAT # %45 2] T s ®BY, &, #E4t,
AIRIA5~10%HHIVRE 2 & 1 5 B WAT A @A L &b, RIE S E L%
RHREERE DT, BRE017FF)K, 2EHRERFO T, EMEHER LN LA
#95.1%, HH 7% 469.6% (9357517 ) , [F MM 5 3 % 25.5% (3435877]) .
2 5] Ve 1 46 00 R 01 29 4 2011 4 37 4R 45 B4 8, [ ik ZEMSM A B 5P HIV-189 £ 36 177
KRBT EFEHEZHE EAMEE

BT A B AT A E WA E R A ATIAR, EEMITAZE R E
FERA BN, REZARNE S ZERW 8 T E %56 URKE 8 KRS,
B AHIV-1T4 0 15 3%t A B, 4 HIVIAIDS T 7 # 5k % A B I # Fn gk R 100 61 oy
MSMA B EHRAMA, ERREERMMHE, TEREALLE, RBUFKDY
MR FREREE, BEMSME A REHIVU R EMEEEERRNE AR, 4
WE TR, MSMABF RS e 3 o WU 2 8 38 A 919.3%5, LR+, BRETH
HIHIV A 3B RS 2491.4 - 1L.79%02, A3 A B R HRE b HEE ERE 2 #H—F
RAHIVEIE KR, £+ EWie FTLRRMERNEZEROALTHT,
FE K E AL F M E S ERER AT 7B E B A ISR, R
AT ZE, MSMA& A THIV-1E3E R, 50 EAE & FEHIV-1R G 3 5,

15 ABF K & EE I

EATRRBREAXRAEHRGERE (HIV) XEZHNAYFRH L, Bal, TE
HIV &R n A 2 AR RRARFE, 2AXBES TR A HIV ZEHF

5
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54 TE AR SRS & A d A, B AT HIV EHEEREFT, EHTREEZEE
ERFERFHERESHEEM L, THEL FHE. & HIV ERRERFIHL
PRI, BTERNERR MR ZR, FFFF LA RIRAT R AR R R #
BEET—, EFREFETIFIRA R T LI, RE HAART BT EmE&2 T AK
B, B2 20% R LR BE REER XM, MSM A#BETHAES, #EK
B LS R R A

ATUL, XRRE WAL AFHBEF — ER2013-2017FHIVE 4%
RHLR . WL TRATHF#HRERR, BLHTHIVE FH R 7 fo o X - 7 4
B, I TRIRAT R, BB 08 € B i 4 i 4R R IE . B 4 B X20154 4
SFRBEFIFEEERMESFNE, RAEEAQITERGREFRETH
PHTHER, RBREALNNEEE. FZH0HRAERGMIE EERTL
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2 F—F WILAFWESF—EK 2013-2017 £ HIV 4-F &
TR R

21 5|&

E #T HIVIAIDS 17 5 8 B A 25 T 8 BH B BEH A il . B M\ 1985 4+ [E
% —UI AIDS B LUK, S5FMELmmmaE (HIV) RIH/AIDS 7 A Fl#
FEAEEK, 2011 F £ 2017 £, KEGFFHMEWN HIV EEH/AIDS 7 A
4B A% 5.4 B, 8.2 F1l, 9.0 A, 10.4 A, 11.5 7, 12,5 7 fl42 135 7
I, & E 2019 4 10 Ak, HEREFEL@FHREF (HIV) REH/AIDS HA
95.8 77, 2019 4 (1-10 A) #HMEH % (131 F D & 2011 FH R &4 (54
T 2.4 ££8,

BRI RE R ENER T AN EEE, Z8 R E (DU ZE LB T %,
ZHREHERE T ARNES, S8 nEEEREY. £+ 8 FHAHIVETH &
(1985-20014F) , HE xR EEWFHFwEHIDU, 295 3R EHIVHE 4 1#183.5%,
Z g, ZIDURFE BT, (EIDUGIE A W8 m . BUT R 21 R Z M2 45k
BRAHIVAIH T AL AREELRA L L A RAR i, 20084, HAEEHHA
IDU%RZ A T RE & EEHNHIVEZE 7 AL 200941-10 A HTi &R EH+, £
W T EE 596.3%, HF+ FIEEENHT33% (49.67 7D , FHEESEE
523.0% (437 ) @,

REZHIVEFRA Z R ELAWERZ — REREE Z K2 EHIVY T
1T/ ¥8%E E~, CRFO1_AE. CRF07 BC. B’ (#EBI# ) f1CRF08_BCi It
b AR R E £ B ERAT F 4k, B &l 4 B 4 30.53%, 28.75%), 17.44%74113.24%
HIVEAR # FEMR A A TR LI, L gal s BRELE, E2%F X kit
WigEE Rz —, WEREFREHIVEANERZ —, 19854, L4 HAMLIMA
& I HEHIV-107 2B VI i & 4 300w Pl 1985 199648, 1 [E 17 ik
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F R R o 7P R BT 220HIVE Fm F18, N19974 £ 20034, 4 # kR & fu
RAMAT HEEHRAERT YHANHIVIRAT, EHTILE EL60%H T &I T 479
FIHIV-1& 3% . 2 5 L, HIV-1iAT R 3 e, Ribest A 2T E0, RiE
MTE T EZZANE 7HIE, HE2013F K, #MTE 2 HHIVE S # 14 %]103555
l, #3853%) A AT X mA, SL1 % H11.9/100 A 418, L 4 2004-2008 4F
BEHIV-14 FRATRFREARFEFEQN DT, HTHEENRTHR
CRFO1_AE (435%) , #kZB/B’ (17.9%) , CRF07_BC (17.1%), CRF08 BC
(13.7%); FHEREZE DM ET, HILEHIVE ZHEFRE A% EEE, #ri42011
FAP Y EFREMSMA R FH AR RN EF/REATHH, CRFOLARS RS, #
62.4%, *H K ZCRF07_BC, &31.7%,

A, BEEHIVENE A RE, RNEZEN AT A, ZIT —LHIV-
IHAELA, BHRTEL % (CRF), Wk B 5 [F ¥ AR+ LI HCRF55_01B,
CRF59 01B, AR K E M 4F & E 4 4k (URF) 101 iCRFO1_AE. CRF07_BC,
Bfs () CIA W & A REIURFAE 7 1 1 £ 3 A#12 MSM A f1IDU A 2%
R RIS, B H R E I U RRATEE, EEHIV-ITEE R E
82, T AR R T Aot il TAEE e E 7 R sk K

B A E 4 %2013-2017 S T L K S [ B % — ETRHIVE A AW T AL | JRAT
RHTHFROBFHAREAR, BRXARHIVEERET RRMX pH 55, EH
WL A S B % — E gt 5 FIHIV L B A Fo 5 3 R AT B AE 0 1, UM AT
Fad, O LHHIVE AR AT R 0 3R 4 E A A e S .

22 TEZBABANE

2.2.1 FRAFZHN
FRAZAWIARFHWEF —ERERGEAN 20133 £ 2017.12 A F LW

HIV-L R, PARER: (1D BRRDBEREZED HIV-L REERE, AL

YR (D) BHEFBEEITH R ZEH COAT B AMTH. BT HE. K
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BRHEEEEFEL; (3) AF HAART TR A B R EN DA (2.
¥.PBMCHAR) . iARBHEZERLFRE, FELFRERZH. g RERL
MIAKFHEE —ERREZRAcFHREL,

222 TEZBMHP

(1)  FILFEHEREIGRAN: HEZ5 2 B0 £ (QlAamp Viral RNA Mini
Kit, Qiagen, ZE) AT m#¥ + HIV-1RNA 8428, T AKZE (Hid) (KES
= P F A AR A E)D AT RNA #9488; EP %, PCR &, 96 3L PCR #%,
TIP L4 (= E Axygen A 8D .

(2) HEHZBREFCERRBGAA, @37 #IEAE 1 (K5 280130,
A 4*1000mD) , REZ AR 2 (%5 280131, ALt 4*1000mD) , REZE# K 3

(55 280132, #A4& 4*1000mD) , ZAEZ K (¢ 5 280133, #.4& 4*1000mb) ,
BRI (125 280133, # A& 24*1.2mD) , £ K % (Sample Vessals) .

(3) PCRi&#|: Promega AccessQuickTM RT-PCR System (& Z#4 4L %
EMIBEARRAEDEER T BEEREY A cDNA B4 R 8 — % PCR ¥ 3,
Tiangen PCR Master Mix =% 2x Taq PCR Mixture (At 518 8 # 45 & A F R /A 5);
FERATHEABEFAY A% — 4% PCR ¥ #; DNase/RNase-Free £ % F & (KAR
AR AT AERAE) FEHT PCR KA KR,

(4)  HZRREFK Hk: Biowest SrfgfE (L4 KD ; GoldView #Z B 4 & 7|
(JMERAEHRBEAERNED , ZEFATHBRERE K PCR =4 L#; RS
F & DNA 250 bp DNA Ladder Marker #2 DL15,000 DNA Marker ( RKAR 4 1 FH
EARAED , ATHEREREKZR S T ERIT.

223 TEZRNE

(1) 4% 448 Classll (%[ NuAire A 8) , PCR UV Chamber T{E&
(%[E Plas-Labs 2 &) , EFHZRERH CGEE £ B % N5 NucliSENS
easyMAG) , # U #L (Sigma 1-15K) ;

(2) GeneAmp 9700 PCR . (x=I[E ABI 2 3]) ;

(3) DYY-31A B kFaiktE (I A—MN&E) ), DYY-5 BRERIME
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wP (LA —MET ) , Bio-Rad B ARG R % (%E Bio-Rad A 7)) ;
(4) 1-15K X H&EE LM (4£E Eppendorf A 5D , -80° C BKIERFE
# GERNED
(5) ®E#HEHKEQRSU, 10, 204, 100, 2004 ) (4= [E Eppendorf /2
7)), 8% EE A0, 2004,300) (4= [E Eppendorf /A 7))
224 BN AR
(1)  JFHEEf gt # A Sequencer v4.10 2 (Gene Codes /A 5, *#[E)
HIV database £ £ 2+ H T /7 5 6 H % o
(https://www.hiv.lanl.gov/content/sequence/VIRALIGN/viralign.html) ;
(2> FAl, %RE. AT#H&fA A A THZEA BioEdit7.2.0
(Genetools 2~ 7], & [ED A1 AliView, # 4¢3t /44 Jf FastTree, # Lt ay /&I
Fa 4k F FigTreel.4.3;
(3) HIV Database RIP £ & % ¢ H + HIV-1 R HAZEHAEKX £ =
Chttps://www.hiv.lanl.gov/content/sequence/RIP/RIP.html) ; HIV Database jpHMM at
GOBICS # & Bt Fl T HIV-1 X F A &= 44 X fu & AU & ov 47 # i
(http://jphmm.gobics.de/) ; SimPlot3.5.1, & T /F 7| EA R K EAW A E 84
o

2.3 LH T

231 2HABREBRNREFR (FELEWEERAE NucliSENS
easyMAG)

(1) BEARL, RETHF EHERNAR ML H A-80° #AEKHEYELR
RHE, KE-4° kA8 RE;

(2)  {TFreasyMAGHL & IR %, M. fiEF;

(3) %3 EHTITELE, # ) easyMAGH t, AFEZAE, WAAF
Zuser, AL,
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(4 ZhEAANFE, AHCELFD, FAEEIMZREIAAN MRS LD,
Ry NN il ek A

(5) FERERBEMEE, WAXE, BHRAFEZIR, EX: NFELE
RIFHLJG AT — R BIH

(6) EH—AIZAT, KRR RTINS R &R A
B, BRERETE, QEFARERIEAN AN R AR B EE AT —
MNIEAT

(7) #®E—AET: BE-ANCEELEFHIET, BERREE M — R
TR BN E . AEHBRRBZHE#HAFIDAEH KA EWIDRG, FTiEE
BFWET: A MASRRBR+ELRB+ELEREST: QRS THEFELR
&, ELEE, KprimaryW A NIEAT, SHETSRAME, LKNEMTKE
MNERFRAETERFEZT.B MASERBR+ELRB+H LG E QTS
BB ARG E, KprimaryW R NIZAT, &5 RSB ER, HLA SR T A
J&, BUTSample Vessalim N B, AL 2B FHEFI0O 4, EFH LI, BHF
“AERET; C N REBE+ B LR M+ ELHERET RS THEFR L
LR, W Primary B BE AR N T AT, & 7 B AR 4B 2R R, 4B /5 BUT Sample Vessal,
EEMBZ BT WANBERFRME, WHRBT KRG, MAEREN, BREE =)
EFRET.D NS RABB+EARB+BELERET QBB TR EEFELARME,
BRERET, Wprimary AR NEZAT, SFEFSRABER, 2 TERT
Sample Vessal, 7 A% 2 FmANFERFZAE, YRR G, WMANERFTAE
YR AEFBFION#, TG LN, BEEEFET. E S REMBE+E
SRB+ELERE T QZTTHAEE LM, WlLysedWFEABNIZAT, E4
W% 248 F 1ENUCliSENS Lysis Buffer 5 im N A 248, HLANRAME Z R G, BN
Sample Vessal Fm ANEERX AL, B B &5 F AN EARIEAT . F ALAN 2 B S A8 7+ 5 &
RE+BRERBE QBTN EEFRAME, BLHERET, ¥lysedth A%

i1

NIEAT, 7E 4 41 % A HE 5 £ NUcliSENS Lysis Buffer & i A\ B AR FE 247, HLANRLME
ARG, RN R, A M AR PR E 1048 . B AR J5 45 7% )\ Sample Vessal 41,
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HBREFANERET, (R, ERFAEEFGILES, ABEEIMIEATE
Him NS, B4, ) ;

(8) m: BERAHANAENZITT, FEAEWHAEA#L I LA
RRLE F o BT R AR RS TA1000Wl, (EF: BERFERWREITETH
LR T AR E . [ EEFGRABEEHRANENER, EL A
R & (SampleVassal) , = g & #HATARIDH AH 7, 47 rsamlpedd B, ¥ Sample
Vassal & THAR L, L E, Fi#Vassal &8, a4 i % & 78R4,
A B BRI LR A B 'ﬁEMSOU/‘Jk)\SampIe Vessal) ;

(9) BEEAT: BFEEWET. NEPTHEINREET. FRHES
1T5810%;

(100 BETRE®K: WREMNERERNAREHATRN, TR
PLm A A AT (RNA 2 DNA) . &8 AAT (RNA 2 DNA) A& Ry TRkt

XERT UE TR SN — TN BBE B BRE AR A X
B, BT ImASS0ul, BT 57 k& RN (RSB MERER) « &
550p B A it 7 K im A\ % 78 550l 8 9 AR (RNA - 20 DNAD ¥ 7 20 L #R 70 13 ARy i
T, MRREFHENRAY. EE: TENBREME L, AT RDHET
% 18 1% 7 25 018U R L o % N\ 125pl B S5 40 V5

(1D B HRARMNEAREAR T K 100pl 8 T8 6 K MBI R ML E F 445
emRBEAHREEF, FHBEM TR, FlEF T RENE T SES
Vi

7ag

(12) HEREEEAT: REWIET. NETTRBT. Ak, BRI Y
MERBF A BER ER: ERBFLTUBRLHAAT, TEATFRERENE;

(13) ERB: A%k es (FEK L EBRE, W BB AT
MR B EMORGE R . BT R B (R FRT B2 7 2 2h), B R, A\
HHE T 96 IR, 4CEA; BRI KEARE M E-80CHk A +;

(14) £RIZAT: BERABEAEZFANEFAMESE T AREER TN LA
BHAEHRABENTRELTOE, ARLEFA - ANHANEFNEE T ER:

19



WL K 218 B WL RS S —EE R 2013-2017 4F HIV 20 FIRAT IR F A

BRTYBREEHREENS RTINS (F8H), RTUAMELEAR & LK
EEEMZLEFTHREEFMFE. REFA —ATHORESHA T 29 ik
RO &

232 FIRBMmF HIV-1 RNA (QIAGEN Viral RNA Mini Kit)

(1) SH B R AFE-80°C AR KA M I AL E 4CIkAF R,
IR E MRS KREEFR (15—25C) , BHRFEA;

(2) B 310ul AVE £ s i fim \ 4 310ug 4 T Carrier RNA & #, B R IE &
W A Apg/ul 89 carrier RNA-Buffer AVE, % fE %4, # ) AVL & W iR+

(—%& Carrier RNA Xt i —#k AVL31mL) , 4 2 %] 1.5mL eppendorf & #,

560uL, 4°CHE% . AVL/Carrier RNA % 3 4°CIR 7704 H €, /8% 37°C
B IR . ERE: TEH AVLICarrier RNA Z i R & w8t 6 K, &Kk
BEAEMET S 4. Carrier (EARIEUTHAANFE, F—ffte HIV-1 RNA
S EHREE NN E S, S AVL 2R TR ENEER, #B 4 RNA
AR

(3) AW A1 AW2 %o i % BRI B 5 B9 48 16 45 8 m A\ 96 %~100% e . B% ,
LT RNABE (TAZE) |

(4 FAEBOHBHEFTIEHRT.EE: A T DNase 72 RNase # Tip k.

(5) ¥ 560uL %45 #1 4 # Carrier RNA 89 AVL 2% fm A 1.5mL &L
%r';

(6) ¥ 140uL i3 m N B4 AVL/Carrier RNA & N B 0 &, RFH B4
15 .

(7)  Fif (15-25°C) & & 10 4 4F;

(8) HNHBREZNWIEAE, K L5mML B OEEETHQ

(9)  fm A 560uL ZB (96—100%) , k%W A 15 P KRFG BT EHE O
THEHEC, HEEEAWEE;

(100 # 630uL FH} (9) FHE R/ N QlAamp RNA #EUH# (M E T
2mL Y EEF) , TEAEMEA T, FLFF, 6000 g (/NFOHLL 8000
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mp) B 14, BETFEA—Fth2mL KEE GRFIERME) , ZFREFER
MU E

AL M FETHET, EEFER (10) ;

(12) /NI FETFHET, A 500uL AWL 7%, #t%F, 6000 g(8000
pmMYE L 1 44, BFAETFHA—HE 2mL KEE (RAGRE) , ZFFAER
MU E

(13) NOITFAEFHETF, A B00uL AW2 %, & F%F, 4% (20,000
g = 14,000 rmp) B4 3 44,

(14) ¥F A FPHRBABN—FH M 2mL KEE (B4, 23% (20,000
g 2 14,000 rmp) B4 1 44,

(15) BEFHRA—FH 1ML BOE (B4) , ZHFHAERBENKEE,
INCATFFEF I HETF, A 60uL BKE FIRMA AVE Zor ik OGS imE] F00 B
b)), #EEF, FRET S5 44 /A, 60009(8000rmp) L 1 44

(16) BHOBFBIM R, Bl NmE RNA BEAEN, E&: RNA HAS %
f#, T EH#ATELS M RT—PCR K iz, gk BI#EAT, o LAK-20CHR 7 (—A
A, KHEREEFEHA—80CHBMKEKSE CLF) .
2.3.3HIV-lenv ¥(F X PCR ¥ #

KA —F kit Tenv X YR #ATPCRY B, R itk R kS LHARE.

(L 5l%:. % —% RT-PCR Fr A5l A, Em5l 4% 44F (5-
ACAGTRCARTGYACACATGG-3', 74K E 21bp, AT HXB2 6954-6973 f
&) ; RIE5# 35R (5-CACTTCTCCAATTGTCCITCA-3', 3|4k & 21bp, # %
T HXB27668-7648) , E M B KE N 715bp. % — % PCR FT A 5141, E@E/
7514 DR7m4 (5'-tgtaaaacgacggccagt CTGTTAAATGGYAGYCTAGC-3', 5141k
Z 38bp, A8 X F HXB2 7002-7021 fr &) ; K @/ F 5 4 DR8m4 (5-
caggaaacagctatgacc CTCCAATTGTYCCTCATAT-3', 5l4K & 37bp, L T HXB2
7663-7645) , HH#yH B K E 4 661bp.

(2)  Rp &M #—%%50°C 3044, 94°C 3 44, 1 MEI; 94°C 30
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#, 55°C 30 %, 72°C 2 44k, 30 MEF; 72°C 10 4-%%, 4°C fRim. % —% 94°C
2 48, LAMERR; 94°C 30 £, 54°C 30 #, 72°C 1 44, 5 MEL; 94°C 30 #,
58.5°C 30 #, 72°C 14#F, 25 MEF; 72°C 10 44, 4°C fRim.

(3 RRRF:
% —#. —# & RT-PCR (T Promega AccessQuickTM RT-PCR & 7)

% 5 RAR Cub
2*MIX 12,5
44F(20uM) 05
35R(20uM) 05
AMV 0.5
RNA # % 5
7. RNase 7 (Reagent 2) AR R
SN 25.0
% _%. PCR # # (X T Tiangen PCR Master Mix)
A AR Cub
2 X Taq PCR Master Mix 12.5
DR7m4(20uM) 05
DR8M4(20pM) 05
AR (8 —% 741 2.0
i)l 9.5
BARM 25.0

2.3.4 HIV-1 pol £H X PCR $ 3
K — 3 AT pol X H 4R #4T PCR Y #, K Rk R ek & L #ATRE .,
(L 5l%: % —% RT-PCR T A5l A, Em5l 4 Fla (5 -
TGAARGAITGYACTGARAGRCAGGCTAAT -3’ , B|4K & 29bp, A8 xF T HXB2

2057-2085 L E) #1 F1b (5’ - ACTGARAGRCAGGCTAATTTTTTAG -3 , B4
K E 25bp, A % T HXB2 2068-2092) ; K 1 5l # RT-RlL (5 -
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ATCCCTGCATAAATCTGACTTGC -3, 7| 41& & 23bp, 8 24 T HXB2 3370-3348),
HoyrBKEN 1291bp, % — % PCR FTAGI# A, EmMTI4 PRT-F2 (5% -
CTTTARCTTCCCTCARATCACTCT -3’ , g4k & 24bp, ) , AT HXB2 2243-
2266 &) ; KIE54 RT-R2 (5° -CTTCTGTATGTCATTGACAGTCC-3" , §]
Wik E 23bp, % T HXB23326-3304) , H K E 4 1061bp.

(2)  Rp&Mr: #Z—%#50°C 45 4%, 94°C 2 4%, , 1 MEFR; 94°C 15
b, 50°C 20 ¥, 72°C 2 -%F, 35 MEFL; 72°C 10 44F, 4°C fRif. % — % 94°C
4 %k, LAMEIR; 94°C 15 ), 55°C 20 £b, 72°C 2 4%k, 30 MEIR; 72°C 10
o, 4°C fRif

(3)  RERZ:

% —# . —# & RT-PCR (T Promega AccessQuickTM RT-PCR &7)
A a AR (D
2*MIX 12.5
Fla (20pM) 0.25
Flb 0.25
RT-R1 (20pM) 05
AMV 0.5
RNA R 5
7. RNase 7 (Reagent 2) A RAR R
BARIR 25.0

% —#: PCR¥ # (T Tiangen PCR Master Mix)

H o AL (D
2 X Taq PCR Master Mix 12.5
PRT-F2 0.5
RT-R2 0.5
AR (F—% =41 2.0
& 9.5

AR 25.0
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2.3.5 cDNA A K :

& A SuperScript 11 First-Strand Synthesis System for RT-PCR kit # 1T cDNA 4
o

KR IREBEEZBRM 1 BFHATRAYE, KA 2REBREGHE, ABEK
R2MNEIRA 1 EREHER L F, BRABHHBE OEHE KA 2 #4T KA,
& F #1 cDNA 4°C KA R 2 4 L

KRR &M KRB 1: E565°C 5 a4, ABHKEL g, IUELEKE 2-
344, RAEMA 1. K 2: 50°C 60 44, 55°C 60 44, 70°C 15 4-4%, fm A
Rnase H 1d; 37°C 20 %%, 4°C fRi&.

REWEFR: A1

A 5 AR (b
dNTP (10mn) 1
Primer (20pu) 1

5 ‘half:07Rev8
3’ half:1.R3.B3R
RNA 8
B 10
KB R: KR 2

= AR (D
MgCl:

10 X Buffer

DTT(100mn)

RNase OUT(40U/p)
Superscirt 111(200u/jA)
BARAR 10

236 HERELAKERFHY W
(1) Fl#¥: BT E: £—% PCR FrAGI A, E®W3l4 1USBIF

o = N N D
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(CCTTGAGTGCTTCAAGTAGTGTGTGCCCGTCTGT, 5l#K & 34bp, #xtF
HXB2  0538-0571 fr & ) ; K m 5 #  07Rev8
(CCTARTGGGATGTGTACTTCTGAACTT, 3|47k & 27bp, 48 %F HXB25219-
5193) , E &y EKE2 A4 4681lbp. % — % PCR Fr A 514 4, IEM 314 UpperlA
(AGTGGCGCCCGAACAGG, 37l#1K & 17bp, 4T HXB2 0634-0650 (L&) ;
K 15547 Revll (ATCATCACCTGCCATCTGTTTTCCAT, 347K & 23bp, #H%
T HXB2 5066-5041) , H# FBKE 4% 4700bp. 5+ : % —4: PCR A1 A5l
W H , i 1] 5l W 07For7
(CAAATTAYAAAAATTCAAAATTTTCGGGTTTATTACAG, &4k & 38bp,
Mo T HXB2 4875-4912 fx & ) A ; R m 7l 4 2.R3.B6R
(TGAAGCACTCAAGGCAAGCTTTATTGAGGC, 3|4+ & 30bp, # %4 F HXB2
9607-9636) , El B fr B K £ 274 4700bp. % =% PCR AT H 5|4 4, IEW 514 VIFL
(GGGTTTATTACAGGGACAGCAGAG, 7|41k & 24bp, 487 T HXB2 4900-4923
fLE) ; RE5I4 Low2c (TGAGGCTTAAGCAGTGGGTTCC, 3l#7kK Z 22bp,
IS I HXB2  9591-9612 o ') #a 1.R3.B3R
( ACTACTTGAAGCACTCAAGGCAAGCTTTATTG, 3|4k & 25bp, 4% T
HXB2 9611-9642) , H# kB K E 277 4700bp.
(2) RREFMH: F—0%AE RN EHF—F, 94°C 3 44,; 94°C 20 P,
60°C 30 ¥, 68°C 4 4%, 35 MEH; 68°C 10 44; 4CIRIE.
(3)  RARF:
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KRR & — 3+ B

H 5 AL (D
10X LA PCR Buffer (10X) 2.5
Dntp Mixture (2.5mM each) 4
1.U5.B1F (20mM) 0.5
07Rev8 (20mM) 0.5
LA Taq (5 U/ 0.25
cDNA # R 2
ddH20 15.25
Total volume 25
REER: &R+ B
H 45 RA (D
10X LA PCR Buffer (10X) 5
Dntp Mixture (2.5mM each) 8
UpperlA (20mM) 1
Revll (20mM) 1
LA Taq (5 U/ 0.5
cDNA # 1R 2
ddH20 32.5
Total volume 50
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RELAK#: &% f5+E

H 5 AL (D
10X LA PCR Buffer (10X) 2.5
Dntp Mixture (2.5mM each) 4
07For7 (20mM) 0.5
2.R3.B6R (20mM) 0.5
LA Taq (5 U/ 0.25
cDNA # R 2
ddH20 15.25
Total volume 25
REER: B EHFE
A AR (D
10X LA PCR Buffer (10X) 5
Dntp Mixture (2.5mM each) 8
VIF1 (20mM) 1
Low2c (20mM) 0.5
1.R3.B3R (20mM) 0.5
LATaq (5 U/D 0.5
cDNA # R 2
ddH20 32.5
Total volume 50

2.3.7 TEHGHE HL Uk R R K LU R K

50 X TAE(1000ml) ¥ i Bt & 77 %
0.5M EDTA; & pH=8.0.

D)
27

Tris 242 = &:T 57.1ml JKEE, A7 ) 100ml

F = fa e o B 1g TR A HE Am A 100ml 1 X TAE 7K (1% 32 A8 ,
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BETHENF, #RmH 3 a5, EEERLELR, NOESEER T THEY
FE, WREEAERSR, mRIELELA, REFEEZ R #IE. A A E 50°C
7 % Bf fm A\ 5l Golden View Z B2 e £HR 5] o K it id B9 BOR £ AR T, BIAE
R, ERMEEIAR05mAL. Fln THEED 30 49 EA, KEERMK
I ;

(2> ANRKBAR T, REERANEKAE, I — 7 F 0B RAE AR,
BINEE IXTAE, FERE & & R-FE 5mm 7z 4 ;

(3)  HESM % % PCR =4 /i \ 3 g 4% fm 4 3L+ o Ap A\ 6 Takara DL2000
Marker 1€ % & T 2474, BN HEERE N 150V, EEBHK, 20 59 4 ;

(4) BHLBERERERZAE HIV-1 47T 85 % E 5. RIE DNAmarker
H % PCR 7= 472 & 7 FEAE 974 5

(5) XM Capture #fF, XF %5, FFEIT, R, <EIT,
2.3.8 FHWE

(1) #=# PCR FHpiadtm A—#Hma s llF (FEAEA ABI 3730 =
31000 ;

(2) gl atk, FRALEES T HIV £ 5B &/ 5149+ Frdrr b
W5 e 4.
2.39 FHIBEFRERL T
2391 FFlPre

£ Sequencher 4.10 3t 7] LA T F —H AW A EF5], B ZHF0E
BT BT e AT E F I BHEEW T £

(1) 47 Sequencher #:##, #t Untitled Project &£ -, 2 #H X ET E

(2)  Xts N &4 X (File) % 2 # By A (mport) B 5 # 89 /7 7| (Sequence)
ek, EEFFBAER B K FFE oA eril B O (XY R4 N abl)
ANTUE X, S B F B X e BB ATEE

(3 FHEy (WFFenv KFH—HA#4T) « HmF (Sequence) ¥ HE THY
(Trim Ends) , 3 Ends Trimming %t 1&E4E, & (Change Trim Criteria) , % & 5
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TirERm S, E& (OK) , BA$ (Trim Checked ltems) T8y (Trim) , BF % &
X3 7 5 70 s (0K 2 A B 3 4 A A

(4) BrESHEE. ER CrltA BEFAH TS|, SHARFEEFAENEW
FF, E&HTEE D FHESEK (Assemble Parameters) , ¥t A\ 5%t (parameters) *f
IEAE, TRk B E O ik E HEE 540, (Minium Match Percentage) 4 80, (Minimum
Overlap) % 25, #ILBE(L T 77| 4 R #TH B (Assemble By Name) T 77 Hy
FFF| k% (Name Settings-++) 1% B ¥ 51 4 AR i 4 & 77 3R o B B R B 46 75

(5 FHHE: AREFTEF T AN HAFE, BH# (Assemble
Automatically) , & ZEArERI A A EF A A4% (handle) W5 7|3 4T#F 8.

(6) JFHIFERMBERMEA . EFEFEHRTEENXENEIT TG, R
. (Overview) A THEF7 77\ =2 6 A& B w7, w @t Crl+d 777
T, wHERE (Base) TR, && 255 E# (Show Chromatographs) , 7
WHAT FIEE . HATEER, B Cul+N T UEREMBE, O TR —
BWAE. BRARECEURRESHERANLE (BRIARE N 20, env £ 80) , Fifr
ERBEEABE T A EMEELE. Crl+S REB K

(7) Fhlad: TREAEMERZE, AFEMBONHETY, a5 XH
(File) 3 # H F T (Consensus) , & it BN 1 Zl (Export Location) *f i 4, & i (Browse)
W B S KAk F i R E , Format 1% # (FASTA-concatenated) , & 5 (Export) ,
7 (Enter projectname) Fi A X% 5, & OK, BUfE3sE (L & 135 # 47 0 fasta
A FFI 3, FlER A Sequencher T E S .
2.39.2 FFHIHRE

(LD FATEEHF: 2FINTEURSFFS (ATRAEIENER) A
bioedit 2+ # AT &7, FHEANFXHEL (A A fas) . BEEEET: B
FHEF—A fas A X, & File THE £ import T 4% ## Sequence
alignment file, ¥ # % % 4 3 1y fas U5, & & File 7 7 4 %1 #9 X (4w network.fas);

(2)  JFHlE bt £ LANL P35 8 HIV Align £ 2 T B 5 48 22 5 51 # 4T
¥ ko . A K % T . 3T JF HIV database F 3
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Chttps://www.hiv.lanl.gov/content/sequence/HIV/HIVTools.html) & & TOOLS * #
E F ## (HIV Align) , 7 Orupload your sequence ¥ it # % Z W4T #y L4 (fas #%
R, EAMEERIL, A& (Submit) , AF T T Fia N FREA, L4 RE
HNEA, ERAEEWEE P FT, TR EFR X, X R AR E
Sequencher Py F i HEATF TH i, #HIFEEE, BARERZHATHA,

(3> JFFIMF I % : 2 fas #4 3 X ¢ A Bioedit 37 7T, il & /7 7| 7 35 =

ARy HEFF, RAF 4 bio.fas. # Aliview 3T JF bio.fas, m & % #4= Edit T

i 3 # 7 Delete gap-only sites, &% /77|16 e gap; £KEF IR, 4 X4
& AT K FHF AT B, & BN EZXHHATRE, 0 alifas. B3
BERBESRuT: NS TBEANFF F &, 26X £2E LB Align),
4 7 Realign selected block BI =], Mt 2P 3R A xd it o KB F 7| #ATHO A, Bt B4R
TRV R S o JF B AL E
2393 WERZHMUK

£ Fl & A48 % (Maximum Likelihood, ML) ## % S # 4k #f, 477 aliView
B, B ERFI AR ME, &#F external commands T L 3% ¥ o Y
FastTree+FigTree, 142 3 (4%, FastTree 2.3 #& ML # £ fl GTR+G+l &R H A,
95 J5 FigTree v1.4.3 Xt (A 24T W[ AL BN, FTIR1F 75| 548 B N AT e 5 5 )5 7|
TR AR i R Gt ik, BIK o @RI 7 A R A8 R AR 5 F k7 7
FrZR TR B RATHR . R UR T EERA R LR, A HIV Database 7
4 T A RIP fu Blast P ff 77 i 247 7 #| 2 (RIP A2 42 L 1% /7 5] o T AL A 25 oy
Blast ff 42 10 & %48 = 5 L& 7 5 A 0E & 89 77 5, AT DAAR 98 $2 71 1 B 7

PR, in R ERFIM T A RNER—F, WAIHEZLA, wRF—%8, WAN

Tk A . AR F, ¥ CRFO7_BC 1 CRF08_BC #1 C L& 4 — 3% F BC
T, HAEVIRXHAELHKMART C LA,
2.39.4 EALH

¥ 43 3 HIV database 7 £ 44 RIP Fu jpHMM 3¢ /7 | 3 AT 47 2 ol & 40 3
AT RFEHT AWM E, EE TELKRGESFRIRG, AWEHARY AT L
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T e, [ BT kit A simplot BUAF#EAT 24T B %8, B & fas 48 AT B SUHF,
BREFINFF] . HIV-L M A% WL CRFs 5% 75|, 4 A#HATHXN EREE
ELAREAEF BT . 4777 Simplot ##F, A XH ( fRK & F file , open file) ;
¥ # SeqPage F @, MIEH L 7 RLF o HARE; B S #AT Simplot 447 Simplot
H®E T, & commands, #£# Quary, RELEBEHLNMWEAFT]; 282N
BtiL (Window Size # % 200, StepSize # % 20) ; &4 £ A doSimplot; 4
¥ Simplot A MESHTER, FERATRHNELARASFZFHEFINESF K,
4k J5 ¥ F| BootScan T E 4T EL{RUT & 447, [ 2| SeqPage M, = ¥4 # Quary:
HaTEFF; Refl: 2% 57 1; Ref2: 5% 5% 2; Other: /7% . BootScan
FE, B commands, £ Quary, A ERBFLNMWELFT . 552 BRI
M. 4 £ A do BootScan,

A& EHEF BT R @B AT, RIE Simplot 2 7 # i £ 4 Bioedit %1
HEE—FEAFNTBRIE, St — PP EAM AL B EH, AFEH HIV
Database Recombinant HIV-1 Drawing Tool £ #|EH HEHERE . HEHEHF— &
fsEFH —RMERGEMN, AEHNNFEETEZIASE/RRE, R
AT 70. BARRGHMMBEET XS N 2.3.9.3,

24 THER

241 WL A¥WREE —ER 2013-2017 4 HIV-1 REFRER A2 F
RATR FH R X

AR R I HNNIF A BER M HIV-L B 837 4, Ry #E2 env X571
674 %, ¥R E K 80.9%., HAILLFM N E, & 87.8% (592/674) ; FHF
9%, FREENITFER Y, —FEFFHRT 30 5. tHREH RS
%, £+ EMHEE L 29.8% (201/674) . B4 & 53.1% (358/674) . 1% = [E kA
W7 =# F.0 (CDC) M EmERNAHENEZ L2 N AL BFC =K, £+ A
% & 50.4% (340/674) , B £ & 19.6% (132/674) , C k5 30% (202/674) . A
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TR A A RT Y B D B 16T B AR AR N T A B R LA BT R A

(nucleoside analogue reverse-transcriptase inhibitors, NNRTIs) 7m — & & B 117 41 5
2 non-NNRTI, Ei#7ERBATHT 2 R89EH & 12% (81/674) . A% CDAT
MEH KA 186 Mul, FLEK 1.1,

32



WL K 218 B WL RS S —EE R 2013-2017 4F HIV 20 FIRAT IR F A

33

®LIARNFELRELSAENL

Byl EAEAH (n=674) n (%)
Sex
B 592 (87.8)
g3 82 (12.2)
L FH
mean+SD (%) 39.0+13.0
<30 348 (51.6)
30-50 189 (28)
=50 137 (20.3)
=S GRS
B 15 358 (53.1)
KIEE R LA 316 (46.9)
FEERE
HET 473 (70.2)
MSM 201 (29.8)
P&
IR 342 (50.7)
E NI 332 (49.3)
I B £ BR % [E CDC #1 %
A 340 (50.4)
B 132 (19.6)
C 202 (30)
&I AT R
x 670 (99.4)
H 4 (0.6)
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KAl EREAEK (n=674) n (%)
AH AR R
x 634 (94.1)
H 40 (5.9)
HAART ¥ # k%
1 593 (88)
=2 81 (12)
JEITHI CDAT it¥k
Median(IQR)  (/uD 186 (37,339)
<350 517 (76.7)
=350 157 (23.3)

242 WL A¥WRESE —ER 2013-2017 F HIV-1 TR &R EFH R &
-

MEEFRLEZER TR, 2013-2017 I AFHMBEF —ERREH EER
1THIE # % CRFO1_AE & 63.6% (429/674) , A VL4 #% H £ (65.5%, 281/429) ,
HRZ BC LA 5 295% (199/674) , B LA 5 5.6% (38/674) , CRF55_01B &
1.0% (7/674) ,A LA 0.1% (1/674) # LKA 2.1 fnk 2.1,

®21 WILA¥HESF —ERERPM 2013-2017 FHBE KA LH 24

TR n (%)
CRFO1_AE 429 (63.6)
BC 199 (29.5)
B 38 (5.6)
CRF55_01B 7 (L0

A 1 (0.1
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. ..'. . .
CRFO7_BC * e o
< Nty

..
et
.
. ae = "
'.:.n--é"o'
e LS

ClusterS

CRF55_018

B 2.1: RIEenv B R GHMM.
CRFO1_AE T A &, 4 # 5 65.5% (281/429) , 5 # & 8.2% (35/429) , 1 #
5 14.7% (63/429) , Hf4EH 11.7% (50/429) ., BC L& #, LI CRFO7 _BC #
F, & 623% (124/199) (HFN k22 fE2.D) ,

R 22T AFWESE —EKERRE S A 2013-2017 4+ CRF01_AE #2 BC &

& T %A HIL
T A T4 n (%)
CRFO1_AE 4 # 281 (65.5)
5 # 35 (8.2)
1% 63 (14.7)
H A T % 50 (11.7)
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T A T A n (%)
BC CRF07_BC 124 (62.3)
H BC 75 (37.7)

LEEMT A2 %,34%,64%,7 %, £ BC &4 % B # CRFO7_BC
iX Z 4y FrF CICRFO7_BC/08_BC.

2.4.3 B EHK

AR P LN TR ELARBERITHFAZREI Mt — S,
mTER @?Mri*éﬁ)#ﬁlﬁenv[ B M8 T & 8 B —H A Mpol X F 7|, 34T
WA AT, B — 25 B FIWT W BT AL E bk, R [F] —#F AR #venv X Arpol X iy I AL
—3, WA ZERTREAFAELR, FHTHLKERAY H.

A REFTH AN AKEFRAFZ (NLFG) , 45| #162J305 (Genbank 7 7
£ : MH684584) #117ZJ075 (Genbank /%5 : MK397789) . ¥ 4 #7 & & 4 )5 7|
HEREMMNMRAFEE G, BLREEFERLEHIV-L, ADFREENRL23,

& 2.3 BIRM KA HEFRE

1623305 1723075
FBERS A 2016 2017
P A A M

el # %

S 27 35

W4 AR I A5 B 15
FHEER B M 1% GREX x4
# Y6 ] 2016.4.30 2017.1.25
21k MH684584 MK397789

1623305k & #9001bp (48 4 THBX2 ## & HE /7 £ 4t #1638%]964211) . £ T
I A K H A 2 AR 44T B, 162J305 7 CRF07_BC. CRF08 BCAIC T & 2
KT — AN, REBEEHNL, S5HATRLEXE (E2.2) .
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_1E | CRF 07 BC
0.928
1
=

1 | | CRF 08 BC
’ 0.999
| c
& 305
| —’ﬁl: ‘ i
1
1
— | Fi
osodf| o L —— | F2
— | K
e e | v
e E— | H
11—
- |
1 1|_| CRF 01_AE
0.994] —
— | A
1
d Y — i
—10.929 | I
it G
— |

0.04

Kl2.2 16233054 T i &K & [F 20 A4 2 iy 3

Simplot & 4 4 #7 & 7~ , 162J305% #1CRF07_BC #1CRFO1_AE 4T %, & =
BB A, 4 Bk ) R CRFO7_BC#Hr— EXCRFO1_AE, & % %CRF07_BC ,
H P 1A R 353 CRFOL_AEE N\ o A8 % THXB2 & 4 W7 & 72 5l 7763985187421 &
(E2.3) , VL EA#T 5jpHMMAE & 2 ATH 4 R K AL (1 TipHMMEUE o 5%
F 7 BN R ECRFOL_AE— /1 RCRFE 4 tk, HMoHTEH BRME, E4E R H#
%, DhZER I ELFAHEL)
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W 80 -
o
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o
O 40 =
k-]
ES
20
0 A A M A
500 1,000 1,500 2,000 2,500 3,000 3,500 4,000 4,500 5,000 5,500 6,000 6,500 7,000 7,500 8,000 8,500 9,000 9,500
Position
Window: 300 bp, Step: 20 bp, GapStrip: On, Reps: 100, Kimura (2-parameter), TA: 2.0, Neighbor-Jeining
[ o~ m
g i 3 g &
| | |

= =
B [
OB . [ra]]

. CRFO7_BC . CRFO1_AE

& 2.3172J075 =4 M 55 =

BETRAA-SHIMALE EHNE, TEMNTBRETRERZHEMF NS
B, R B R E S, NEN RSB mRRE, 5N EFAR
FHIRAE—#®, FEl (nt638-6397) fulll (nt8742-9643) & T CRF07_BC, &Kk
B 53 41 A B (nt6398-8741) /& TCRFO1_AE, &RIE H1 (EH2.4) . T
PLEF R EHARZZ A AREL, FHAKHIVFZEZHIV database.
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I (nt638-6397) 11 (nt6398-8741)
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O CTexgT O W OOEEEE

=
=
@

AE G067 MM Lizoning
(AE DS60603 WM Lionrg
A 112507 M Besing

= o

01_AE
-C4

[T (nt8742-3643)

1A
| crr o1 e
IN

7_BC-MOM

1723075k & #8983bp (#H 4 THBX2 #H B #H /7 £ 4 #631 (9719 fr) . #
FTheKEFREAHEH UMM ER, 172075 R T — M Em#h X, 5§

CRFO7_BCL X x % (EH25) ,

0.985

07_BC.CN.2015.8J2015EU13
07_BC.CN.2014. XC2014EU16
07_BC.CN.2007 hb070032

07_BC.CN.2015.BJ2015EU04
07 BC.ON 2016 GX2016EU0S
07_BC.CN.2016.GX2016EU08
172j075

| CRF 08 BC
lc
| H
| U

| Ft
| F2
| K

CRF 01_AE

K2.5 1720754 T i 2K & [H H A Z W st
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SimplotE 4 44 £ 7, 172J075-2 #1CRF07_BC #1CRF01_AE E4 ik, t =
MNEYH B R, 4B A P BXCRFO7_BC#Hr — E{CRF01_AE, & % % CRF07_BC ,
Ao A 1 X B CRFOL_AE R A\ o A8 % THXB2#) & 4T = 4 A 6060478350 fr
B O(E2.6) , LLLEoA47 EjpHMMZE 2 8 45 4 47 1 25 2 00,

A
07_BC
—01_AE

—J

Similarity
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o ()]
o
c 3 2 2 =
© 2 o0 ml
I

5 m

& 2.6 172J075 &= 4 M &5 5 =
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ETRAIF—FHUMENELE B, XEMFBRETRERAENFH
AHT. B (nt631-6059) A1l (nt8350-9719) & TCRFO7_BC, &KW &4 4%
1470.999; H EZIl (nt6060-8349) /& T CRFO1_AE, RI{E #0.972 (E2.7) . ML L
FAEAKRRZ A ARER, K4 KHIVFZ#E ZHIV database .

1 (nt631-6059) I (nt6060-8349) T (nt 8350-9719)

B

D

Ft
F2
K

T

o m oos
=
=

CRF 07 BC

ws

IF1 R U GRF 08_BC
¢ ¢

u
IH ' 1246

Bl2.7 E4 f BORIFE R RRA AT

25 it

HMATEREE— 6 HIV-1 Bk, RATTRMEFEELET EF A
HWEM., AR LR, CRFOL_AE Z2#TL4 £ EWRTHH% (5 63.6%) , ML
4% %%, WhBmZA LA, £AkBCEA (5 295%) , UL CRFO7_ BC &%, &
EREHAMREWEREME S, 5T & V3 RAMKIRT C A, FHLMAA env
X 77| #[X 4 CRFO7_BC, CRFO8_ BC 4% F C TR EAM AW LA, H{MH
AT B, K # 4 CRFO7_BC I A & % % #£(07_BC.CN.BJ.MSM.BJ070032-2007.5)
REx#%, RRhE®m% 1, > #4L5 (07_BC.CN.HEB.X.1114-2008.5 )

(07_BC.CN.XJ.IDU.97CN001_C54-1997.5) fn ¥ &, H 5 H b BC T & R %4 5,
F M, #iL4& E e CRFO7_BC Wiz T 18.4% (&iE: B4 %A%k E HIV
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database) . CRFO1_AE = % T 1989 FH I KE, 2 FHFHFINLMAH 2 EX,
AERAETHXIOT, 19 #2420 FR, KEEH MK BEHZEE ERLK
A MAEEF IDU 48 HIV CRFOL_AE & 018191 > = (1996-2002 4£) #*
EFRHAES FRTBFEERRE LR, FHH CRFOL_AE (R T AR HiFEH
X Fu w4 R A RRAT, REBREEEN FHEEEARER2, 10 #4220 £ RBEF
T BN R W E HE R, 82 CRFOL_AE & & P8 ML EE. #iL
EAGHFREER, NDRARK, AFRRFHARAZARMEEAD, FHIP
FEHHIV B A HIAIDS B4 5 — &, BILA Bsh 2128 HIV 58 £ ZiE
H&, B4 HAFAEHERERT Lo,

Bl % I T # A E AR AT HEHCRF55_01BA W 4 LB T dE 4 R A E AR
1T# (CRF) By A5 A 4 4% (URF) ., CRF55_01BH kit & 720124, £
HBIL A fCRFO1_AETL & E 4 1 ik, £ EEMSMAR FEFIMAT, L& F EE
NEIMSM A AL T MR R & (9.2%, 99/1072) . # LA 44T B %,
CRF55 01B& B #E T &I, & TR £MSMIE o2 W% A B, HIHCRF55 01B
H 8 R AEAT N E B, LA AR EEMSMA B, K
T 16ICRF55_01BIY, A #4145 R F — K IE FICRF55_01B g8 7 4 [ # & i AT
%,

AP ARETHEBMARNILANEEAERRE, MHEALREEER
AHIVE LB B o MSMEA MBS E R, %W H#AILHAT A ERHAE, E5FXH
A ANBRAHIVERATHE & AP, AHRXER, BLIMSMEEHHIVE J#
IAIDS &3 FE 76 TR B2 AL T WY 25 4k 24250, [ b, X —#F sk A BRI &, HHIV
R N 3: ok 8 8

AEAHREAT AFAHIVH A ELEK, KR EMSMA#. FEHMSM—
e P ER AR IES, HANEE RS FEEEERRE, MSML A
HETER, FEMS TS, ERTRIFME AT N FHE, EMAHIVAEE,
ERZKEHIVII N E RS £ ERSE2, FHih, MSME 5 & £ 3 2 & Hik.
AE - 5K P R FIURF & 414 R 3 9 CRFOL_AEFICRFO7_BC. #1745 5%
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AHANBHIV-IF AR EFNER T AH R LT, MSMAB+ £ EZRATEH N
CRF01_AE (62.4%) , )k ZCRF07_BC (31.7%) , F M AN ITE XA T A %
EEHETREELEGTA S, AH2ARLIANURFEFT BN EHBFRE, XK
BT FENEREZAR. PEEANEZERONAT, TEEHE - T AFME
MEH, BRFRAHEARKECHWEBRITY, AERREE, BARXES, BE
wmllt, #770-90% 5 [Fl & B F A B0, RELAEFERFLLIT, RK23.3%1 5
AEETFAARXRRNAEREEALLE, LEBMINTRABENHIVEERE, &
HERREETRT—REE, FHit, X—HAEZRFTEMSMARG =+, FEE
% ) R E R R EBHIVA I fo 22 25 $ 6 R B UL R B B A 3B L

2.6 &

LR, REAFHRAI, L K¥FHEE — ER 2013-2017 £ #H & HIV-
1mPlEENEHETAEEEE, TERTHWEFEE K CRFOL_AE TA (K FLL4
% H %) f1 CRFO7_BC., [ WL %3 CRF55 01B # A 5% . ML ELEHHLE
CRFOL AE &M A HEFAFTEH RS, LA IN G EENFmEEN,
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3F_F REHIV-IRRFEREFERETRBEMRX
31 5|%&

B E20174F F Jk, ¥ EHRENFE LmmE (HIV) &3 #/AIDSHE A 758610
fl. B20084 DLk, HEFHFREZBNATIDUREE, BRI EERAHIV-1EEHF
#ForAM, HPMSMBEKRHE, 2017F H M EHIVE L H/AIDSHK A+, B E
15 17 % % 34458121, Z 20114 Hr i & Fl M 5 # | 40 (8656) Hy41EL,

* B A BRSO R HIV-1 B0 £ 285, 7 B IMSMA # — B
ZEBNAAL G, L EWI0F, METEREMEFRENRET K, FH1K
RERETTERNEN. DERABLWAAMRHE—FHERAN, BAEE
MAERTECHEER, AT, £FEEZRELFEMEKIBHEAA F K, —I
W RCH E 430004 AF AR EE LR, 82%H B % & F184.5%H) L ¥ & ¥ B AL
ARG . LA (8 Bt B MR AR, 67.59% B A i 1T H L A K
£F KT, 11.2%E & w4 AR % RV, £ 5 B ¥ 4 B B0 5 — TR IR
E LN, 78.6% F £ F166.4% % &£ T4 Bl 7 1 4 Bl AT AP, b T3 B i e Al
MSM1T3 44 & — B “Fa i Mg AR, ANEE & i & XM ATH A 4 7B fn R E
RRBEREAKRE, FEAMNEELZAFAE B AT HORESE, RATHEN
LB A R ERE T, £ BRI TR T E LA A TR
WBELT, EHERIMSMERKE AR AERLTARESRELEE, XEF
MATH EF % T A B AHIVE A0 3 % i K G 80,

BT B AR & &0 R R E A HIVIAIDSE B sk 1), — S B2 A R EHIVLLE
HERHRERRENNREE S, EEA AR E DHHIVIEER A, XL
ANBERTTHIVE £ 5 ik T E AR, B, #IAHIV/AIDS &% 2 52 i & 4
w42 % B Z 67T HIVIAIDS B8 & A i & X,

Bar, REHIVARTARUREEVE, BECEAHBAABRELT A
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B, WEHEERER A, 4 TWEHEHIVER 77 047 5 2 o —E R £ A 7 &
BEHEHAROHIVE R H AR, ERENHIVEEEAREFEN. 4 FRHEX
ARG aFHEER, REERTERFIFHASNEHIVERE, REFNEH
—#a. ETREFIIMR G A AT BIE 7T LUE B 0H W A 15 1 R T
EREENE, RMBEENEN —MARNIN R TR BT EEH - LLRKER
FIAER L RRH L RENER 2 —, FRMEAEC MR R R A
Byl bR B S B T R B AT B R R BTN, K TR b RN R
EERR PRI K. 4 F W&ok F AT LUE A —F FUIHIVIAIDS & # &
SR ek AR A7 R RO,

AFAHRFAEE T RMES FWE, EE5RFMER SN, EHEREE
BARFHENTHRE R, #5I0ET R

3.2 EELBARANE

321 ARA%

AEAHREF RS EKE 2015 FLEL FRTKFRE, RAEHEKE
FWALSFRA, PRAENANE(HET. BRX)FBLEFARERD. AN
FREA: (1)2015 F TR E HIV-L Rz, YHEEADT; QBWOUHFRATHFT
18 #; (Q)RMHEKEZ HAART HimEHLIT; DEESWAKREF LEE wiE
FE. HRicg: R ER.,

N BRI AN KmFER LR, YREXDAETAERE, BELE
RSN, 2 BN ER AR Fo AL G EE4E—R, o
HRD T &t EE RN, WAARIET B ALg ZBHREE. 2
EHHEREERREABHETRTE, X458 — Ko BHeER g & b,

R ERRIEA L 2011-2013 4 HIV-1 & 3 0T 404 ST 0 B F
H R & #>2000, FFEHE] A 5%; P& HE 1200 2| 2000 F]Z 8, AAE A
77 10%; “F#4 & %k # 800 £ 1200 2 [, i+ ] 4 12.5%; F 3R & # 4 250
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2| 800 Az [, #mArHBl A 15%; FHMHE LT 250 ], AL G A 20%, *f
AT EMHRAT AR HIV-L Rz, WEHLZ, S, BRI, Kk, X
WRE., REREFATFERR, HBREH S — Kk CDA BN & A4 %,
B FE B RF S O L s T AR LR,
AFRAET 2015 E40 FREELE TR AL HA L = £Lah FF RN,
322 TENAKRHA

FUEAMELH: BioEdit7.2.0.0; FHIXEEETH: HYPHY 2.24; 4 F
W 4 7 A1t 2% 28 : Cytoscape v3.6.0; £ [F JE % i %t : SAS9.2, A& R # A A : R package
4.1-13,

3.3 LB

(1) FHIWEF &% A excel #A4TFF|w 4. AR T FEHTHE
G- B HER T TR &3 AT R 4.
(2) FIMHSFELE —F
(3) FHRE#EH: A BioEdit7.2.0.0 R HHATF I RAEBRES A K E 4
#rs AHeilE, A fas 18 X 4R & 097 7 & A Bioedit 4T 7F, & X #4= Edit T4r
¥ # 1 Select all sequences, . 7] UL control+A ¥ Br & 7 7] 4 i ; & & % % £ Sequence
T4 ¥ # # Nucleic acid, F & T4 ¥ ¥ # Base composition and mass export
(monisotopic) , HAWMFHWAGEI A E—FFFNKE. BREREHKEFEL, ¥
M SR At A5 K excel £ — 5 (R A7 B9 .txt SCEATIT, 7 7 B9 BB A 4k 5
T length & gap %%, BAMELEN Y other #t, F other & DLF 7| & at & 4% BY
A A AR BB ACED - 5 R R 6 AR R A H L A 3T 5% AR JF B K E T 900bp By
JF &%
(4) WHHEFEE®: A HYPHY 2.24 #7047, RERESRLT.
A 3 # A Analyses T 47 3% # 87 Standard Analyses, ## Select a standard analysis
torun xfiE4E, ## Phylogeny Reconstruction T4 3 # = # DistanceMatris.bf, &£ 3,
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Distance Computation *f1&4E, £ # Distance formulae, H ¥ Data type *f1E4E, %
# Nucleatide/protein, 1 I, please choose a nucleotide or amino-acid data file *f 1% 4E,
WEW S, WU B 3 Matrix Format xtiE4E, & # Pairwise, & ok /&
HEE i X4 . 33 Nucleotide based distance formula #7354, % # TN93. # 4
BEFmAEF A NEFEFHTEEX, EE: FEFEF 43I 100% done B 1
%L B X A Hyphy 80tF, FEF SR L4, 4+ 100%done T & HILFHATEA4T 5
T 77 R . TNO3 A AN sl 3 X FJE B R % Al I B B AR AL, 12 A
FRIBZHTRUANRERRAEZRE . TEBEME KA F#E SR
N2, WHERTEERRRELEF I BT,

(5) EFEHEWHL: % SAS.2 Hkxt Hyphy 15 oy F B g & o &
BE-—REFRABEANFS . AEEESRWT: 7777 SAS TG HELREFW
BFHENRESNEEY, EREFERFRAXHFLMXHCEFEY, REHX
#A S submit, #HATIHE.

(6) HEFFEENHE: AFAAEEAFANEREK 01%E 2.0%, THERE
& — AN BME T % B B9 SO A cytoscape B #EATAT A (AAREN T >0 , B4
FIEFESRE T2 TS &R S EEELE, 45 R ALKEE excel F
e sl X EFRETEARSWEEER, B ZEAERNAREEHEE.
AFEEAENERZATLEN, REEEFEHEZZH, 5% Wertheim JO etal £
P T, ARAE AR A T R B BB T P 4% i 4 K 40 Fn 1% 35 48 KAl S R LB L
], i A AR R EEEEE HE. AN BHELSEABEE, atpy ML
XA R LN EER, WEW BRI R®E;, HEXRSEREKR, TRNEEHEEELZ
B R, HFHARLKB L, FEH L HEA T, R HRAE X 0 6
T RE, HHELBRD, W&o PN T KRR ARIE X F 5 968 7] #
A I R B I EL

(7) M #%Ag#: A Cytoscape v3.5.0 B ¥ /T WM g 2 fu 48 . K B 4w
T: % HE, #THF Cytoscape #f#F, & 7 3 A2+ file T4 3 2 ALH Import T4z
3 .19 Network T3 3% £ 19 File, 5 A2 i it f5 5 [F J5 & 9047 U 45 A 22 09 U1 =
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N %%, Sequencel 4 # # it # Source node, Sequence2 4t % ik £ Target node,
distance i #¥ defaultinteraction, ¥ % #% & apply preferred layout % % 7~; P %
Rt E A5 E:  ## Select, A& T 7+, ## column filter, FAEH
THLAHEAE £ %% Node: name, & TR A UAZ =4+ E L&/ 54, W east,

RELETA Apply, AL DWW EE T2 LR 7744 F a8 east B HF

7, #ETER A east F7; E-SHSHAFAEFE K : & Style, 7 fill colour 1T
)% = 7| Byp. = 4% & 54 4, 4 setbypass--:, E#FE ., £ style 2 Hw, £—

7| Def. TRy Z HE M4+ 58881, 7 T 4 Lock node width and height 7 #y
FEIT LA, O ERNY S E. RS HORZE UM ERE, NEE PR T
B, FERETRELET GRXE, %% Add i 7 + # image annotation. shape
annotation A X FAARULA; HEZITAEH, KHFKEL Tool TH X # +
network analyzer # # network analysis % , # 4T network analyze, H LT B 2
EFEELE T MO, KGN TEMERNENFERL LTSN AE
export F B network views as graphics, & 4 PDF W 4 &]; & export F & table i
o, FHMEIMER.

(8) HBARERMEFEREANHENEFHEERFNSH: & (edge) £ M 4+
FTEFEWHANT R (node) FEMBAEEGER A, TR (node) T AEML+ %k
T—4% HIV FAlE#Z)F 7 REN— HIV &R, B (drgree) : E#HR WL
TRRE, RZTAREGEMT R EBENUWEE . ENEFRT5ZT A FER
EEFERRNEMT RO E . ELFFINERFRAATHY, A gREFRE
ERAME FEEEN, HFIIFAHNEZES N MSM-MSM ##, MSM-HET (F)

#¥, MSM-HET (M) ##, HET-HET ##. £ K5 — £ FAENE T FES S
AFPHATEBENENL, YEREBREMNE T EEFIFHERET 22N
JFRIAR A 100%— B ¥ B R EH AR WL P —F a7 7 — 2o FH R
# 50-100%—%; # BEMEF LR ML +—FWFs|— 2%, WHHALH —F 11—
B, FRMEFERAAFE+RE. HREZFRL, BAWFIFH=%: FHHE
REFLE AT 50%EREFFIMEEFERE -, HA-BARH: FRHERE
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BB EAT S0%HATAERETI AR FERE, BIAHTRAR; AEET S
AA—BNEFRE S 50%)T B4 EHE, WY ER+RETHH A,

(9 ZREFANBENEFTTEZELSBAERSN: FWETHE-NEAA
— AN H /N, BRSP4 R R B F P B REEEE N MSM BBl AT
50%, R Z WAL A 3E F F % .

(10) SHMER AT FREPER O ad MR LR A d 8 ERAL
B W T AT AR R R TN, A TR A R R B A AE AR AR P (K
Ak, ERCAS i, BBEAARAHGENERENTREE. BESHA
Fhf . RBEHE. MR F . RIE. HERE. BRI, aREFELRE. W
ST R E . CRFOL_AE 4% . CD4, WA ERN (BREBR%, BH
TEFBR#%, rUEEFEFREZ, RUEEFRZ, EERL B WEEFFRIK
Pl%, ARRAELT REREE, A ERBBEEEEB N — W ABHNEE L
BHRATHAGE, REMERE AR ETEBIEE 2 X9 TRET RIET R, XA
CRT EKELIAT N —EERAN. Gini &3 %EF

FRURE RN E.

HATNE, RELFHT R

34 LBAER

341 HAFHRBE g ELEHEH

2015 £ A E 4 FRIBHALEY 5072 f, RIAHE pol RFF|HEARE
4718 17, X 4718 % pol F 7|t G #AT R E & H|, KR 6w Al T 5%8 F
7|, KEH T 900bp #9755 W 4 £ AT A fu T % URF 7% J5, # 4 4676
7500

Jl Hyphy 7§ 4676 St 809 F 7| HATA W Z M EFE B I H, A5 dE
i SAS X E— AR BEHTFIFL, AERE—NHETHFIXHR
)\ Cytoscape, T34t )G, &I L% F FEE 1L.O%H BT, W% 4 & 8t
T E N 432, BAEFHEAERFAAEEHFAEH DR EEELEE TR, Hit, &
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#10%AymeEAREE, #FILE 3.1

500 60000
56766
450
100 50000
390 1889 40000
300 311
250 30134 30000
200
0 20000
100 10000
50
0 0

0.1 0.2 0.3 0.4 0.5 06 07 08 09 1.0 1.1 1.2 1.3 1.4 1.5

FERIPE S BAE (%) = (L R 1 i L O T B

B3l TREFAESRET s THEERLEmEEEL KN T L,

HE 3L, MEEEFMEEA, NMETEELEEM, SEFERNY 1%
B, PI&FMERNEEREERS, HE 1% REERAME.,

AFBEE A 1.0%A, —3tF 1935 557N\ M, 7k 433 M ek, 1 M
FHEEFERHATLI, TEAMEEEN (BFEA KD 19 X FFEFEER
#0111 4 7 5 Tk AW E B 0L, 5 IDU 46 ik 7 1Y 7 5 % Be iy 0 2 0 TR A,
REEBREERENFEEERREEEI LA AN L P B EENT
5% 1805 4, #J54 1805 4 5 7 N\ s 5 4 A5 A AT TR 1 LI 3.2,
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2015 4 2 i A B AR K 20 5072 |
l ¥4 pol X 77|, 354 14 F K pol X JF7| K 3 a3l

2015 £ 7 F i A pol X 7 7 e B A 4718 14
R HAT R B4, 27 £ PR A BEA T 5%RF L HRERES
AT 2 54T #5 #9846 URF 5% % 7 & % /N F 900bp

bo76 % FFLtEFAZ BN ERES |
7 e AR B R B E 1%, W 4-1 TR

[1%GD T A\ W )5 71 1935 4 )5 7|

W% EBEFLHATRI, TEANEEFL (G %A K
19 &7\ w2 A% 111 47 7| ik F W & 2 15 UL f0 IDU &%

v B

1%GD T B4 risk A7 [&] 1 o 2 05 15 4 18 2 I 6 AU T P 4 o+ & 45 % 0y J5 1805 4

A% BB R A B P P B BN — R G it

A4
REN R E A |

B 3.2 MAJFLERAZ.

342 EWEIEE A 1% W& 5 75 0 B8 I & 24 I
EMEHESREZEN MSM )75 — 3 872 &, HPEZE-—HAH L 65.7%
(573/1872) , 4 W A% & 23.5% (205/872) , A& & 10.8% (94/872) . HiR
g FE N MSM B F 5| 8 121 4 F 51 W 4% o i E B 0 7 5 9 1% #3242 100%
AFHEWAT N, 84570 5L L HM RHEAT hH EE,
EREHRE N FHEEATHEEA Y L )Fr —3F 283 &, P EHE—F
ANl 76.7%(217/283), £ B2 A B & 18.0%(51/283), 4% & 5.3%(15/283) .
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EREFEREAFHEET AN L EEENFF T A BLEFHERNE T EENF
Gl %12 100% 4 BRKAE, H I8 LA FF 58T L EMBERAMAEEE,

EREHRE N FHEEAT N EER Y B Fr—4 650 &, HPEHE—F
A B 65.19%(423/650), 45 BiL A B &5 27.8%(181/650), W84 # # & 7.1%(46/650)
EREFBRENFHERT AN REENFF A BLEFHERNE T EENF
Fle £ & 12 100% 4 BRMKAE, H 100 457 58T L HWERRTH £,

GEaR, DE=MEREERBENARY, EREFEREERENELEER
W—B B 2 A 4y 65.7%. 76.7%7% 65.1%, ## W.% 3.1

31 ARERCEREAREN L FWEEFR

B#H M B W 4 w3 g A B B # 5
W % Z[H FHWAT N F B E+F % W % —
A B 100% 50-100% & f1  100% 50-100% & Fn HE

MSM 872 371 202 573 (66%) 121 84 205 (24%) 94 (11%) 65.7%

HET(F) 283 33 18 51 (18%) 207 10 217 (77%) 15 (5%) 76.7%

HET(M) 650 81 100 181 (28%) 377 46 423 (65%) 46 (7%)  65.1%

#iE: FF 100%: 3577 e B MEFREMP L T TR B FINEREE 2.
FEAT 50%: 487700 B MIEFRBEMHE T AT S0%EERFFINFEEE—
o FRE+FME: 770 B MEEFEREMPL T FT 50%& %70 EFrE—
£

EWE T NHNBER AR, BEFPEFERRAFENTFINRESRFIAF
Mk, e —NEFFANKA, KERERZXL, FE—IPRERAHFRAKEME
F Fl#%, #ILE 33,
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B msm
N
- - -
) - ¥ o t
’ - - } ype
"L —— = -/ - e
@ = - - > m mal
- =1 4
72.7% = FEZE @ femal
57.1% 85.7% 64.7% 64.3%
e
2 -
- . - - - -
- - = ) - - YK -
-- - - - = Y a2
o
100% 100% 5% 0%
- = 100% 100% 75% 75% 66.7% 80%
= S » O~
e e Tw - e -
-- _- =3 - = L - - - o
80% - -
s i 33.3%

&l 3.3CRF01_AE T & G4 #% F B MSM & W % F #4904, B4 /NEF BRE
i E N MSM B9 H LK T 50%, N #0082 E 3%

B EH®RE AN MSM B W%+ A& —BF7| 3 573 &, EARH A EFF
# (99%, 567/573) , T EH% MSM H M4 + i #4# WM F7] 205 &, 65%
(133/573) A F Elik+, BAEBEN 94 A+ H 92% (86/94) EFFl#E L+,
VLE i B B AT A P R AT B R E R RN MSM B A BE R K —
% (FENE32ME34)

B EFREN HET B AB E W% P o S8 — BT 53k 217 &, EAH
o A7 FE A B R 4% P (94%, 204/217) ; W 4 o H B4 Bl a9 7 | 51 4+, 57%(29/51)
AHEFEFT, 43% (2251 nAEfE FRAET; BeEHEW IS5 A, FEEM
3 B B 4 % 4 A B H B 4 A 8 60% (9/15) F 40% (6/15) , DA bAoA BoR %
BAFEN L FHTAFMR S AFHHL 0% AR HEFEHET GEL
k32ME 34

R EHFRRZ N HET 09 F A B B % P — 200771 5 423 &, A ARA
oA A2 38 5 Bl # o (88%, 372/423); W 4 + i B 45 L 09 /7 7 181 4 ¥, 759%(135/181)
aAEFE KT, 25% (46/181) i EAF BRI ReEEN 46 A, FFEEF
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EBFEEF AL S B K 57% (26/46) F1 44% (20/46) %=, DL 98~
FHEREA TN ELEFRRABMREASABLHERBIT —FWABLI T EF R
b (WK 32K 34) ,

RI2AKEBAREN L T AR KL A IFIL

B — % BFRZEZ EFR 0 FEL! FER?2 BE BR#KE' £FHE?
W OAE n% #n% AF n% #n% AF n% #n%
A Bf

MSM 573  567(99) 6 (1) 205  133(65) 72 (35) 94 86 (92) 8 (&)
HET(F) 217 13 (6> 204(94) 51 29 (57) 22 (43) 15 9 (60) 6 (40)
HET(M) 423 51 (12) 372(88) 181  135(75) 46 (25) 46 26 (57) 20 (44)

#E: FFE R WS P HRE T B R A ERE A MSM B9 & KT 50%, X
Z A A 4 5 F 4%

100%
90% .
80%

70%
60%
50%
40%
30%
20%
10%

0%

Y3 %

&5 FIf% i [Fli% AT F A i AETF
—ERE N RN
m)SM ®HET(F) ®=HET (M)

i
st

&

Bl 3.4 A RFHEABAEMNL T AFKL B

343 A EEREAFWRAGHER
B, MEE-RMABENIEE, HEE-RABRHBTEE, RITERD
HIHE . EHE BB ARG, 555 4 BRI ERE A MSM HAE R 5
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AEEEE, 18 GHER AT EEE, —BHEH 96.9%; 217 L AREFRE N7
HH R GEE Y REEE, —BEN 100%; 278 4 HMFHF R AR EW
FURER R R RE, T 145 LR EENFHEEE, —2EN 65.7%, #* L
%33, BRHER-FAHGEH, FEAEROEERE, B —2F AT 50%%T
EARE RS

%33 REFAREAGHNECERRERNEARKE

EREEE & &% — & HAEEER —HE
AN FBE AN ElEEE n(%)  FHEEE N (%) %
MSM 573 555 (96.9) 18 (3.1 96.9
HET(F) 217 0 (0 217 (100) 100
HET(M) 423 145 (34.3) 278 (65.7) 65.7

BTk, HEE—RNABRENINAE, FTEET S ABNERA#IRES
EEANBHBATEHE, BRAHLEA NG, 205 248y MSM A%+ 196 4
WARR G AR ERE, 9 W GEE N FEEE; 51 B4R EEEEHH
ARG E e, 181 2N REEF TS, 152 4 E A 5 4 Bl
#, 20 LW tEE N FHEE, $LE34. RAEBEABTEEANNE, 04 L]
A EBN MSM AZEd 03 LHERGH ARMERE, 1 LHEH N FEEE; 15
LREEEHFEEE LU REA G A FHEE, 46 2EET S RME
BHMF, M L4RERAGENREEE, 1288 EHE N FHEEE, #EILE 35,

R34 HWAREAGHENERRELER

B EEAE HEAK A G H w7

FlMEEHE n (%) S n (%)
MSM 205 196 (95.6) 9 (4.4)
HET(F) 51 0 (O 51 (100)

HET(M) 181 152 (84.0) 29 (16.0)
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%35 BERBARMAGENERREER

EHRMEEEARE BReEEAR BAGHE SRR

El = # n (%) FHERE N (%)
MSM 94 93 (98.9) 1 (LD
HET(F) 15 0 (0 15 (100.0)
HET(M) 46 34 (73.9) 12 (26.1)

344 ERGHEREFGEFEEBHSMER —HX

GAULHER AR ERABMBEAEBEABNGEELE R T 872
LEMEHEEEN MSM AR TE B HEFE N TR, EAFMEREHER K
3 90%; 283 4 HMEERE N U ML ABHPEE GE A BB AR,
— 3% 100%; 650 4 B 315 16 % 1% 4 50 B bE A BE R 464 4 B B 0 R0
—HE K 71.4%, F| Ty 28.6%HEA (55 4y B HEEHE, ¥k 3.6,

%36 BREBREFERAMRRNEBSTERN—KE

BaELE EAFDN BA S E®E —HE %
FHEfEdE n(%)  FIEREE (%)

MSM 872 844 (96.8) 28 (32) 968

HET(F) 283 0 (0 283 (100> 100

HET(M) 650 186 (28.6) 464 (71.4) 71.4
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3.5 it

AH R ET 2015 F 4 E o5 FREEA pol X777 £ FIE® 4 1.0%E6 2 37 8
A FWEER L1805 £ FH AH R AR, RAREMER, hERRELREN
THEZGE, RALMERFERE T EREER LN T EERS, 254
100%7F= 96.8%; F M B M ARG H A EEMK, AN 71.4%, #ixE 5L 28.6%.
HRETERLIINCHENERER S NHSH, 7 LFRERARIEREE otz
e, SR T R R 5

HTHFEHSHWELZAA, FFFRAETETEAR, FHMSM &% HIV-1
R AN EEER, BRTRET SEREREEZESITAAR. Z 0 AFA XA
B P EFFHBE HIV-1 REHFREREN ST, KAEFHAHL—H
NREFRZ REREX —EEHE, AhEL AR A FHER, B E
MERBGEW . MR BAKRIEN . HIVgag T A fuks € i T %= R, AEBHm
FHEAEN HIV-D RPEAFBLHEE R H R BN R AFRATIN, K#
FETEEREN, LAEH R CRFOLAE TA #1T1 AREEFEREWE L
HEMMR. BELXRZAHWAREE LR, T AE—, HhHFENEET
17 #£ 7 CRFO1_AE T & o, i oA £2 H b A b 5l 4p B A4, 7 it CRFOL_AE
—ANTATLE; B, LWWARRAZENBERIT, RERIEKE
CRFO1_AE J77I%m b, HEETAEAREM. Hit, FRT A7, #£#H 2015
ENnFREHEAEAFRENEZ, ELEZHEEEARFHHERI, AFREEEE
BEAEIANE., HETHEEXURFEAEFAERERE, 2015 £HHVH
HIV-1 R % H#AT T — R EAE, A H R 2K E HIV-1 REBTHE T
REESFRA, HRAEARFHAREN, #REFE MSM WEZERL. &5,
AP RALE SR UK AR ER S ER L, AHTELELT S THETEE
AN, T&6 T HELSN, XEZAARTERHATTH.

AR AN E M ER R EFETERTN, ATNLEEEER, b
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IDU. frmfE#, FEEES, EENRENERERERATHE. RE HIV-1
RATH R HIF B (1985-2001 4F) , EEMEHJRE N IDU, SHRE HIV-1 &
B H 84.3% (5729/6870) . 25, MEHRBE LW ELKEE L X Z ALY
bR, 2008 LT ZF IDU, 2009 F £ & 60.9%
(18466/30340) &% 7 % E HIV-1 EWE#F 7 AN, Bar, ®E HIVHRTA
HUEEE AN £, 2015 F4 TmiAER B, FMEEHE S 39.4% (1855/4704)
P fE# & 53.3% (2533/4704) BUIEfE4E (93.2%) B RN FEEZEEAH 7 A

AR RAELEREBRBEABAENE P EBENERFEN LA HHEATT
SAT, WG FHEEENSN T LI 18% (51/283) ME#HRE N FIHEN L
W% v R B REAEE, &M% S HES G ERLLATFH 57% (29/51) i EE A #
NAEBEHEFT, FTREFHALUBT FREEHERERLET BRI HIV-1 &
, BWBERAN T HEEBERE. —F2EREARMEEELT, MSM A
Bd HIV R E AN 4.9%), 2017 4 12 A+ EX#EREREBEREL R, &
EHMAE B VAT A BB R 1) A 34358, b 4 4R 4 ) g 25.5%),
EANEZERUUAT, FRAFSAHEHRE —FARELATENERIL, 4
PR ECANRREE, MZMEARNREANERET ERMERNAXHELELE,
Hik, BRc#EREECHERTN, AREREE, BARES, H{E
M, 2970-90% % F & j5 ik #4501, MARE—TLLEERNBRLLTH R+
KA, R2BINWEREEZT LA X ARNEEENLLE. XERMBIIAY
HIV £ ENRE, B FRARLETRT— AL

AR RIS EF A 286%H EMEHEREN FUHFWTHOYABRHET B
CEHERMEMG. WhHE, FFNEAE., BEFEETHREHIV-1H—H o
FHABHEREZ AL, XEPEERMAH MSM A BN EZ ERE X,
B, WHAETEWEHEFTRE, HTHLXMSMB T HEZ SR FER
BOE;, Rk, BERET ARG TECANERERBEMANKE; F%, MSM
BHREZEEEE RN NEREALE, KELARERBERBET LR
W, mTHE, ZE. EFEFENES, FE MSM EBHFLEE. £F Rl
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BEL) , MEMIZFHELSAMRFERINT FHEE. XE—TEB LA
AR BB AR AT R HIV - F i 7 R P E R, 29%% B B AT R
VEMEAT AR HIV-L B9 B 77 5 MSM BREf — R, TR kiTn B AR
= MSM A B A2 & 1-10%., #HAM 2T Bn, SEMMA AL, ka3
HEEAFHEZ TS MSM BE, BERMMRTAHTET F FRFEEATHE A
MR 1-21%, RO ARERWEEAR FEAWLAIE, XTREEAEFH
S FEEMEE L. —MELERENAT AR EAETHESERZHE
FEEARET, EoAERRAETAT AR —FAL, SXEML, FPETLE
Z RS A BRI, S SRS 8 UM AR R 22,

A RE L FRATHEE . UM Fg FWE, SHAFRERE, X
PR, TRTHK, HHERE. Fib. WAl 4k, ¥/F. CDAT #EHHT
¥, mEEE. degree. EEFENHELHBHMENEESH, KEREFRE
WM& EE-FWABREAEER)ISGE, EHEREERETRTEHANA
BWELEERR, URITAREANEHASE, TABTEE —RABAHER +
WEH, RBRZEANEE, A ERAEETAHFEAFTE, MSM A%
FFREATALEABREL LERYGERS, ARTEAGHELEREEREL —&
43K E] T 96.9%F 100%:; T +MATH A F WA —BEH 65.7%, BHAEX
CHRABFHERMEK, ELBILT 50%, HHZEAEERST., EFELH, B
WAL AT A ARG HIV-1 B ot ABFRA AR AL 5 4 MSM, £ 2!
HERSEMERTAME, FRUHERMRFTEE09ER E SR &1
EFHME, 1 (edge) EW% P RTEBENALTINSH, BARKEENEE
KF, BEHTEHESRR, RARALFIFERENEELRR.

&1 5 #2 HIVIAIDS AT &2 — TE e e, 2GR, F 7 A4 2 H A,
BFEWPmi e, B TREREN, BRI, BIREREEMART ZRF
o REHOARANFAEEE FHEEMEL) FHE, RARERER SN EH 8]
EHREEABFNTHRE R, RERFELOEEE, 4 28.6%0 EMELE K
FEMATHREHIV N AR EZE T F FRMATAREN. 2R RT &R
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oGl R A B IT A JE AT HIV R S & IAIDS B 4 8 & fr e 4 it i fm 52 T T 77
B, EWBREAHNFHBEREHNE, FNERBENT FEETHHHIV RE
#, A EREE HIV P73 K 3= 4 F o 5 oy (K42 0 B BER HIV F0 42 1 # 6 &
#FEE 4 H MSM AE,

3.6 &

REFRSEAXRERMREL T WS, TERREEEHRS, REMHE2EAE
KB FEEFERNE, RN BAREOREE.
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4 F=F HIVEFRFRHEZRATREFETEREPH
BALG B 5

41 3%

MEHRELE—KAE HIV-1 2 FRAZT, REEMRTHNEZESH®A
CRF01_AE, CRF07_BC, CRF08 BC ## B Il A I # [, CRF01_AE & I 8y AT
F ) 84%, MAMATE, 4.6%H HIV-1 &% £ b1 CRFO1_AE 7| @iy, #— &
BN IE %, CRFO1_AE Z4 CRF02_AG Z j5dF B LA & — K& A mATH 9.
CRFOL_AE TA AN =+ 90 FRENFEG, BET ED 7 HRAH#EE, TH
RITHERLENHBEL) TREERE, 1 %, 4 57 5 £RELMTFERTHN =K
CRFO1_AE T # ., # 1% . 23 KT EELFAHEMEERHNFEETAA
BAB R R EABFTEE, FABMS R EETALLHE MSM ABFIRAT; #6
BT ERAERENEAE WL R AT AR HIV A ATl

ARREH, HIV-1 TRWLEATRWEHERBRESE S, KEZHFAR
Son, AFMELED ZABY, W FERES B LAIW &S kmit Rk, 7
HEFEFENHARRA, 5 B AN ETETANEFLLERMEL, BE
CRFO1_AE #y £ 3 Jk % 3t & 2| AIDS W B o 7p T 3 4 (10 120,

B IAE 7% (HAART) £ Z(F A& T a4 #4540 %m & £ %, (€3 CD4
Tk B AR E, EHR SR A R L1818, kT, A —# % £ # & HAART
BN EREMNEFERERIKTRNME, E2 CDA T ik B 4 ik W9 B 3 A4
B, 8 HIV-1 R %P, i T&RS m¥ HIV-1 & 1 7E RS, Ay iR o gk 45500,
R HIV-1 B &3 A A, T @iuE e Afm, maERe &% o R i &
IR ER A mEL 2, HAART 677 81 89 %% 8 R A PU% B £ /0 CD4
T ik B 40 M6 T B IR & .

CCR5 71 CXCR4 & HIV-1 3 N\ 8840 ff 1 £ Z 4 Bh k122 21, £ Z ki ik %
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W AEE B 120 (gpl20) FHlkE, RERW R EZHREANEMR L V3 Kk E
(2425 1R {E &S CDAT M E AL AR FNZETE, HIV-1FEE4 4 RS %
HE, X4%BhEE, SCERRE. RELNEETIT X EETEFA N7 &
—11/25 3N, 3T gpl20V3 X % 11 Fu/=, 25 5 o & ) & 5 3 7% ok T X4 o8
M, T T 11/25 N, A iEN A gpl20 V3 X ER R AR A E A T
HIV g, Bai, T JLHREATNEEN AN EREF T &, &EAN
& Geno2phenol®”, & % Geno2pheno 5 % F B LA 72 & AV K F A AR A FHE T Y,
B 2, Geno2pheno FPR 5%t HIV CRFO1_AE % Tl th 3 vE# . J1 L4 + B A
WR K, CRFOL_AE T A & X4 "B im & R 45 & # km it Rk 2, Rt LA
PA7E 2019 4 % % i X Z B o~, CRFOL_AE 91 [F W AT # 2 8] X4 Wwhl ~F, %
i b B, A< AH 7] 12O,

ABAHENERANMITAE EERT LA FRATHERESHROEEE ok
AER, BIARRARENNAEETARALR AR ER TR~ £ P BB
B, HFEBRETAIFRERAE UL, BHARGE L.

42 FEZHARANE

421 HRMAK

REAH RO E A EA 221 WARERF RS Z F LAY CRFOL_AE #
429 17| F2 BC #7199 Fl 8 HIV-1 B %,
422 EENRRM

(1) HIV database Gene Cutter 7 % % fF Al T V3 KX 5 7| & B ;
(https://www.hiv.lanl.gov/content/sequence/GENE_CUTTER/cutter.html)

(2) GenoZpheno & % # # A T HIV-1 #* % (K 5 H il N

(https://coreceptor.geno2pheno.org/) :
(3) WebPSSM HA| T & & il Wl #n 2% e, fir IE W fa F0 47 B 7 2 AT

Chttps://indra.mullins.microbiol.washington.edu/webpssm/)
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(4) V3 X PNGS # & A HIV Database N-Glycosite & %4 % 1 2 47 ;
Chttp://www.hiv.lanl.gov/content/sequence/G LYCOSITE/egcosite.htmI )

(5) & E B L&MW 4 A WEBLOGO 7 4 M ## T4 T 42 A ;
Chttp://weblogo.berkeley.edu/logo.cgi)

423 TELZBAH
Maxim HIV-1 Limiting antigen avidity Enzyme Immunoassay, Lag-Avidity EIA 1=
7 & (% [E Maxim Biomedical A 5) : FAFT#H X ELEEEE,
RERMFEE—F 222,
424 EELBHNE
Class Il £#7% 248 (% [E NuAire /2 5) ; AL (BioTek, &5 ELX50) ;
Fe sl (BioTek, # 5 EPOCH2 ) ; — &84 (Thermo Fisher SCIENTIFIC,
A5 HERACELL 150i) ; # 3 fi & #% % 25 (2.54, 10, 20, 1004, 200 ) (fEE
Eppendorf A &) , 8 & i & # % £ (10, 200, 300d) (/2 & Eppendorf A 3])
ERNBRE—F 223,

4.3 LBk

431 FRERRFERMEE (BB Maxim HIV-1 Lag-Avidity EIA &5 &)
L

(1) BREEBOCEMIE AN MEF AR —KREBLE 4 CHKAEBER,
o BT R AR K EEF RS

(2)  Wash Buffer (1X) EE: A=K 100ml By I0X ERENER, Iv
ANEETAE1000ml, B, REHEBERBRT, FHRRILEE.
A LT

(1) RMEAHRESL M &% 96 LK EF 3w\ 5000 B H A F B
W AT 11T, EMBIAERAMAGEEN WA 2 AFENBIL. 34 MK
EHEA. 3AFEEABI, 3ABEEABIFEmA S B L, R TEL
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PN SU B AR MLE . B .

(2> EBH: B4R 100 245 2| MRAR A R L+, F SR EHR G
ETICERARE 1/ A,

(3 ik EMERNHFATRE, B2 AN EIL AR 350U, RE K 4
Ko BEE 7T e 96 FLMRAR LRI 227 AT AR, TRERT 96 LIk, E%
AU 7R R kA T

(4)  Jmi: &3/ 100 B Dissociation 2% # i o

(5) BE: FAHREHREET 7T CEIRMATEF 15 44,

(6) Conjugate Solution #JHC & : 1% 1:200 # f, # £ JZ 89 Conjugate Solution
ShRAE 30 S eF WA

(7)) & B (3

(8) fm#f: &3FLm A 100 # Diluted conjugate.

(9) WH: = EHKEE T ITCIEESTHT 30 44,

(10> wtk: FE (3)

(11) . &3 E &7 TMB Substrate 3% 100, # % K i 15 444,

(12) #%1b: &3LAp A% £ Stop Solution 100U,

(13) . EFFH PR OD &, #KE4% 4% 450nm 5 630nm.

FANFEAE By ODN<<2.0, WA Z4f s FHATHILEL R (B0 e =250
AP BE L, EFIELR T, HH & ODN<L5, M@ SE Ry R,

4.3.2 P AT

(1) V3 XEF#H: Alamos HIV Database 7 %4 T E HIV Gene Cutter
(https://www.hiv.lanl.gov/content/sequence/GENE_CUTTER/cutter.html) # 17 7
*f LA K protein extraction. £ Input T x 1% 4E # #7 Or upload your file & & (& B X
), % fasta # =\ 89 U5 78 Coptions) T 4 1& 4E # # Region(s) to align and extract
HEFEEF V3; A& (Submit) L, T# AA, F fasta #& X (R 7.

(2) A Bioedit B 3T 7T 2 B (1) AR 15 B9 SO, B4 O A SR xt 483X,
FA excel T txt R, BEF7|, F =2 % AA B F 73 7 . (% 77 /5 7 A Biodit
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45 3 ik fasta 6 3
(3) A Geno2pheno coreceptor ¥ 35 7 4 T
(http://coreceptor.geno2pheno.org) AT M TR, ERZBELT: H#HANFIAG,
7 2 i 3 ¥ 9 3% # geno2pheno[coreceptor] it i, # i 3 ¥ 3.Significance Levels
T Please select how conservative the detection of CXCR4usage should be.1E # i #
false positive rate (1-specificity) =5%; 4.Sequence containing the V3 region of
gpl20 T upload from file (sequences in FASTA format, or single plain or FASTA
sequence) & i (EFXH) , ®HEFH (2) EEFRFMW fasta X Lz,
6.Action: 7E # 3% # Align and Predict, & /5 & # Go. % & CSV # X k7. excel
A XM, *FPR#EATH%, K FPRSSMERIEFMW IER T, K FRP<2#H
S H BB —FHIIER T, B Bioedit f FPR<5/2 #y % # ik fasta #
A Web PSSM & i Zes £ T A
(https://indra.mullins.microbiol.washington.edu/webpssm/) il CXCR4 # 14, 1
F B (3) BRFH FPR<5/2 Hy 4 # & fasta XU fF, 7 Choose your input sequences
datatype #E = ## Aminoacid; 7 Choose your matrix: Ti&# subtype B : x4r5,
¥ 7 DOPSSM. ¥t T#, 4TI, ffiik Pred=1 )57, Bl % CXCR4 %t
4.33V3 R &5 HK 1 PNGS $ 447 7 %
(1)l WebPSSM & & 44T % s Ay . IE B A 57 B4 0 A, 77 v L P
WTUN, £&ERFRIER T L EAH N BT
(2> V3 [X PNGS #&x#7: # V3 RFFRAF A fasta #53X, & LANL [
vk 1 #) N-GlycoSite % T A FR X FIIEL 4. EEWEEWT: 777 HIV
database 35  Chttps://www.hiv.lanl.gov/content/sequence/HIV/HIVTools.html) & &
TOOLS ¥ # H 3 # &9 (N-GlycoSite) , £ Input T *f & 4Z # Or upload your sequence
PR O (errfas) , A ARV EEERRIL, R& (Submit) , K T4
EUEaHAE—F LEFF I PNGS LEME =,
(3) V3 XEAXERFI M4 E ik E% T E Weblogo: ¥ V3 [X 238 H xf
Ja B A B 77 1R 7 4 fas %5\, 177 WebLogo W 3
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(http://weblogo.berkeley.edu/logo.cgi) , £ Multiple Sequence Alignment T % 1% 1E
# Upload Sequence Data ' £ % &4 E#y X ff, 7 Advance Logo Option {1 4E
& Sequence Type it # amino acid, Frequency Plot 474y, H4 548\, &+

(Create Logo) ; MR 2K L@y EENEFHANTFEF .

4.3.4 Gt a#r

WI7 /5 CDAT % ik & Hy % v [H % F| Generalized Estamitating Equation (GEE)
MR HIT N, GEE BB UA B EZMEREXECTTUA B, R AVLE L E, ©
RET —MHEEKF, HEESZER LM EXEXHEEHATHE, TUNE
Logistic )3, JA#A )3, Probit BT, — R &M ETH L EEHER, ZEAEE
ERT —NMEEZECDARARTRNE A, FE 4587 7 EERHA B CD4
WEFNHZR. R¥EE ggplot 2B B4 #76)T )5 CDA T HEAMEHEN. &
TR EM: AATHRANEENERA t R3S HER (Mann-Whitney U-
test) o H & ITH A M BRI B KA 7 =03 54k B (Kruskal-Wallis 2 [
% ANOVA) it EFHHKEXA T AR, XML KA Pearson 8K 44T,
P<0.05 X EA SiT¥ & L. KR KXA SPSS 22.0 #4347 %1t 447, GraphPad
Prism 7 # 47 % &,

44 LHER

441 FRAZERSHIH TR T KL E I

AR CRFOL_AE A (429 7)) = BC LA (199 #) FA LA,
HTHGTAKE D, B R eI, AELFERNEFE, HAUIHENE, 2
A& 90%7F0 83.8%. #10 HIV-1 RGBT FRUFFFNE. PAERBITLE A
Sy EEAR G —+, CRFOL_AE 4 T B RSH AR T BC LA, i@ MSM
EH A& T BC, #EB=ERBMHEH +.0 (CDC) M4 KA NHHF R
&4 H ABF C =%, CRF01L_AE T A # 4 F C (8t #l% BC T2 & (34.5%
vs19.7%) . &I CATARA AT 38 (K. CRFO1_AE T A 5 BC T & bv#, #
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#HAART 67 T RABATET 2Rk EH T (13.3% vs 8.6%) ; %% CD4 1K
F 350/l B9 7l £ (80.4%vs67.7%) . W%k 4.1,

RALEZSZHER IR 2RI
, FARE K CRF01_AE BC
Byl
n=628 n=429 n=199
Al (n,%)
S 553 (88.1) 386 (90) 167 (83.9)
a3 75 (11.9) 43 (10) 32 (16.1)
WL ER LB (n%)
mean+SD 39+13 38+12 41+14
<30 334 (53.2) 241 (56.2) 93 (47.0)
30-50 166 (26.4) 115 (26.8) 51 (25.8)
=50 127 (20.2) 73 (17.0) 54 (27.3)
BRI (n,%)
B 15 328 (52.2) 230 (53.6) 98 (49.2)
RIEH 7B EE 300 (47.8) 199 (46.4) 101 (50.8)
2 % % 7 (n,%)
HET 437 (69.6) 301 (70.2) 136 (68.3)
MSM 191 (30.4) 128 (29.8) 63 (31.7)
F 4 (n,%)
AL 319 (50.8) 218 (50.8) 101 (50.8)
FALE 309 (49.2) 211 (49.2) 98 (49.2)
km B 5B %E CDC &%
A 320 (51) 226 (52.7) 94 (47.2)
B 118 (18.8) 76 (17.7) 42 (21.1)
C 190 (30.3) 127 (29.6) 63 (31.7)

&3t HCV B % (n%)
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AR CRF01_AE BC
Byl

n=628 n=429 n=199
v 624 (99.4) 428 (99.8) 196 (98.5)
H 4 (0.6) 1(0.2) 3(1.5)
&3 HBV B % (n,%)
T 594 (94.6) 405 (94.4) 189 (95)
H 34 (5.4) 24 (5.6) 10 (5)
HAART E %1% (n,%)
1 552 (87.9) 376 (87.6) 176 (88.4)
=2 76 (12.2) 53 (12.4) 23 (11.6)

W67 H CD4 T itk B4 B 3t 42 (n, %)

Median (/ul,IQR) 190 (37,340) 130 (22,308) 260 (144,400)
<350 479 (76.3) 345 (80.4) 134 (67.7)
=350 148 (23.6) 84 (19.6) 64 (32.3)

BT R CRFOL_AE TR M = K THEHATEL T 24T, it FREB AT
B H HIV-1 RATA 2 — B, WLl CRFOL AE B8 4 5 A £, 4 M5 H1EH
MSM A B i T L 4%, EL TR —B, T 1HENUREEE TR IRATH
Tk, BEARI A4S EHENRA. 4 BARSHERPABUBUELE, 2414
95.4% (268/281) 1 91.4% (32/35) , T 1 # MR G il &, & 31.7% (30/63) .
4#EME HEFUFFFAE, T 1EFFRAES L UTHELAZ 10%, T—F
BEHA T30 E50 %, #if50 %M 42.9% (27/63) . 4 #H05 % ¥ & HF|—F
A, W1k CAE I E L 76.2%. 4 A0 5 T HH MSM A#, T 1#Ee N7
MEFEEERSE, PEGRER, ZATHEML P G5 48 G| 8  50%.
HAART 677 H £ E R B A ZE o041, 1 #4004 3548 10-20%: L0 6] £ E 4 7
ZREBA—K, MOFRRABLHTERE. £LCDA BT, 1#, 4% M5 %=
AN #% B 6T BT £ 4 CD4 KT 350pl/L &9 & 3 L) 27 % 90.5%, 80.1%, 68.8%,

(L% 42) .
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% 4.2 XEF PR CRFOL_AE = AT # 4 H A

%5 HAREHK 1% 4 % 5 #%
N=379 N=63 N=281 N=35
P 71 (n,%)
F 343 (90.5) 43 (68.3) 268 (95.4) 32 (91.4)
ool 36 (9.5) 20 (31.7) 13 (4.6) 3 (8.6)
S 2 B (n,%)
Mean +SD 37+12 48+13 35410 41+14
<30 116 (30.6) 5(7.9) 104 (37) 7 (20)
30-50 196 (51.7) 31 (49.2) 147 (52.3) 18 (51.4)
=50 67 (17.7) 27 (42.9) 30 (10.7) 10 (28.6)
9B AR A
B 5 172 (45.4) 48 (76.2) 106 (37.7) 18 (51.4)
R IEH 11 207 (54.6) 15 (23.8) 175 (62.3) 17 (48.6)
ERHER
HET 221 (58.3) 63 (100) 126 (44.8) 32 (91.4)
MSM 158 (41.7) 0 (0) 155 (55.2) 3(8.6)
ki
WL 188 (49.6) 37 (58.7) 133 (47.3) 18 (51.4)
AL 191 (50.4) 26 (41.3) 148 (52.7) 17 (48.6)
s W Bt & R % E CDC #7&
182 (48) 19 (30.2) 140 (49.8) 23 (65.7)
B 70 (18.5) 22 (34.9) 44 (15.7) 4 (11.4)
C 127 (33.5) 22 (34.9) 97 (34.5) 8 (22.9)
HAART ¥ ik %
1 326 (86) 56 (88.9) 235 (83.6) 35 (100)

=2 53 (14) 7 (11.1) 46 (16.4) 0 (0)

75



LRI o 2 i S VAT DS S5 =5 HIV J R R R 22 0 U B 16T RUCR K520 K AL BT 7T

AR 1% 4 % 5 #%
N=379 N=63 N=281 N=35
WBITHT CDAT 28 it % (/ul)
Median,IQR (/ul) 134 (25,320) 58 (9,254) 135 (27,322) 247 (112,467)
<350 306 (80.7) 57 (90.5) 225 (80.1) 24 (68.6)
=350 73 (19.3) 6 (9.5) 56 (19.9) 11 (31.4)

Bl

442 FERPETFA TR T HEAEL COAT HAHIHELSHER

B S 3K 2013-2017 #7114 WrHy 429 ) CRFOL_AE F7 199 ] BC LA HIV-1
FEME &% H CDAT gt ¥ 4 W 15 UL, A3 CRFO1_AE I A ¢y 2 2 CDAT itk B 4
FLEH BT BC LA (130vs260/ul) (W& 4.1 . KA %, #HIV-1 W E A

R ITAE T, B H R B CDA+T 40 f i+ 2 e 2 RS 2 i [8] B 38w T 22 o T 1 [ L,

3 PR 41 1 470 JB 35 An A BE Bx 4.9 77 vk (Lag-Avidity EIAKIt) % BT 4 A 8847 & Je it
Bl EH R ETR R ERENEHEARN COAT AT HZER, £RET
CRFO1_AE #u1 BC ¥THi B Z & 7 5 h 21% 5 15.6% (H 4.1A) (D #HJLFl b T # &
HRZ T EHATIRFIE TR F M A BB B 7 %) o« ERHIRGEH AT, T BC
T A%, CRFOL_AE EA B {KH CDA+T 4 fit 4 H A4 % it & X (P<0.05,
A 4.1B) . 4 R % CRFOL_AE B £ & 3 F# st ¥/ S K #y CD4 T 40 f it .

CRFO1_AE BC All LT
1004 83.9% 1000- —_—
¥ 78.6% (167) 80.3% )
(337) s (504) ;
gsu- W m 5 8001 .
3 -
E i ® 600 3
E 401 5 400- M 2
21% 19.3% =
:‘g (90) iy (121) g —t—
o 8 200 a  —
o] 0.5% 0.5% 0.5%
= 2 (1) (3) R
e e . e ' ! :
2 & L £ o %
t 5 § E 5 % £ 5 g CRFO01_AE BC
EEgE i E g Eiz 8¢
6®5i6%5(0c =3

fsﬁ
g
¥

47 CRFO1_AE fn BC Fi L& Z |8 By 47, (A) HTIT R L 89 t 7] 72
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CRFO1_AE 71 BC L& Z By o FM; (B) FHIAREEEEL CDAT B4 iE
B A E R
BT R CRFOL_AE T A 1 4%, 4 %A 5 Ay 4% CDA T 4 it %K

SAEI, AW LHETRNEL CDATHEHERIK, HAE4#, BERES#

(58vs135vs247/ul) (WK 42) . ZUHEFFARLHNEARGALEREL R, 1
#% B T RK B T ] 7 K (15.9%, 10/63) , 4 7 H 0k (22.8%, 64/211) , 5 #% 7 15 (34.3%,
12/23) (FE 42A) . EHBRRREFART, EREI 1 HFHEL CDA 42w K
W, AR A%, SHERER, 2rEARITFEX (P<005, E42B) . #X8 %
B & CRFOL_AE 9 1 750 4 #% B8 /£ R e F 3 st 478 BN wy CDA+T 48 A it 4.

A B p<0.0001
G1 G4 G5 T I
100~ 1000= p=0~020 ,(7=0.024
84.1% I l] ]
4 (53) 75.1% ’
5 80 (2_11 65 7% % 800
Z (23) 3
g 60+ % 6004
£ 40 550 § 400
g 15.9% (64) 8 —5— —r—
E 204 (10) 3 2004 :
H 0.0% 2.1% © —F O el
= ) (6) de s
R SR Al lem 0 — i, :
2 £ § £ £ S £ £ § G1 G4 G5
2 8 £ g § @2 2 8 2
6% Ei5€ g6 ¢
= =] 2

B 4.2 CRFO1_AE = AL #% Z BT TR FEAEARM 44T, (A FAREHHFE=
AT#HZ B AEN; (B) TP BHHE & CDAT M B 40 e 204 7 7 L4 Je]
BT HL R

443 HEBUEETALBRE RS HER

B4, K G2P5, G2P2, WebPSSM, #1 G2P5 % & PSSM M f# 1 [ 77 i *¢
CRFO1_AE ¢ 2! £ A ¥F 4T 28 1 T, &% 31 CXCR4 &M 7] 4 7| 7 39.9%, 20.2%,
39.4%, A0 30.1%. WAk 77 & TN L fl 2 — 2 E h 68.9% (R5 A 50.8%, X4 A
18.1%) LK 4.3,
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90.
80.
70.
60.
50.
40.
30.
20.
10.

S O O O O O o o o o

X4 R5 X4 R5 X4 R5 X4 R5

G2P5 G2P2 WEBPSSM G2P5PSSM

Econcordant ®discordant

& 4.3 A~ Tl CRFOL_AE T A w4 5] 4 &

HAEX CRFO1_AE f1 BC LA 57| # AT TN G4 R TR, CRFO1_AE
T A 7| FPR (False Positive Rate) {4 st B 4~ , T BC LA 8y FPR #1477 #£
2005 F 5%LL (& 4.4A) . AR FPR (X T 2% 4 CXCR4 *& 1%, CRF01_AE
TE X4 g MRy FI 4 18.2%(78/429), ] BC T A # >k & I, X4 #& %, Bl CRFO1_AE
i BC #H EmHy X4 W F £ (18.2%5 0%, K 4.4B) . f1—F 241 43, X4
vE M EF ik £ B A7 £ CRFOL_AE T A & CD4 T 40 i it 2K T 200 /ul 9 £ % + (K
44C) . M H, CRFO1_AE T A & X4 g &z myAks% CDA T HE A KK, H
K7 CRFO1_AE A R5 %14, M BC &%, 27 EAS&1TFE X (WA 4.4D) .
XRFAMK CDAT MMtk 58 X4 EREZ HH —EH R
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NN » B2 A fte — 2 N L v o .
WL R 2 2218 S FEE HIV BRI RN AL 2 R U B 1R ST BRI KL I 5T
p<0.0001 96%
100- (191)
100 Al
71.8%
804 (309
504 £ —
a
£ 60+
_— °
9 o 8 ]
by Qo
[T S
< 18.2%
6 2 78)
= 0 ( 10%
4+ (43) 0% 4%
2 I—I (] 8
0 0 e |
T T T T T T T
BC P 2 5 2 2 5
CRFO1_AE BC
C D p<0.0001
I 1
=0.002 0.0001
100 = 1000+ T £ I Ll !
80%
71.8% (140)
E 3804 (308) 66.1% — = 800+
'E —_ (168) %
o ]
g 60 = %
@ =
5 T
S 404 24.4% g
Q -
(62) -
5 18.2% o 3
2 204 78) 10% 9.4% | 9.1% 1?1'2)/" 3
(43) (24) (16) o
0 r1 I I
T L} L} T T T L]
X & 5 2 g 5 ¥ ®8 5
all <200 2200

K 44 L ETAZ @b, (A) it Geno2Pheno 7 %% 3| FRP E 7%
CRF01_AE #1 BC Z A gy th3x; (B) # LA |8 &[5 *& M th 7l %7 ; (C) CRFO1_AE
T A o & Al A S [F] 2 4 CDA 4B (200/ul) byl 44, (D) £%4 CD4 &
TETAAFEE R . &IF X4 & CXCR4, R5 & CCR5, Un &% %
KA,

BTk, *f CRFO1_AE = AT %8y 77| # T EMTNELERER, 1% 4
#EN FPR A B %, T 5 #%# FPR {E 4% & FPR By 2% 2 5% F (o
K 45A) o AR FPR KT 2% % CXCRA %6k, 1 #%Hn 4 #5145 X4 Mo
FZ 45 A 12.7% (8/63) #122.1% (62/281) , T4 5 # =+ X4 % A R K,
7 5.7% (2/35) (LA 45B) .
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p=0.005
pr— " Gt G4 G5
| i | 100 - 88.6%
100 Y Y s 31
5 : . ; 74.6% i
« < 804 “D 67.3%
3 o — (189)
50 . 2
g
= 60+
3
g s
10 g
& § 401
o 22.1%
-+ B £ 12.7%12.7% 62, ol
5 s B £ 204 ® ® 30) 5.7% 5.7%
e . 5 @ @
el et 0 l II_L
Ll L) T T L] L] 1] L] J L L] L]
&1 G4 G5 g 2 =2 g X 3 e = 5

K 45 gl HT7% CRFOL_AE = AT %z A e thE. (A) i iE Geno2Pheno 77 i%
BEIFRPEE 1%, 4% f 5 HZEMtEK; (B) =4 E A F W 7 9% ;
% X4 X% CXCR4, R5 X% CCR5, UN &% k40,

444 67 JERH CDAT Wk B4 Mk & o9 B &

EHIV BSRENFR R+ 98 %A, TFE HIV I A R G A B 5w 3 R
REAL—, Db TR ERFUAFETIENARERTRE, BAARRAEL
CDA T kEAMAEZHIET B R ERENETERZ, H HAART &7 E &
BHWPTE CDA T ik B 40 A BB Bl AT G, WP NEBERLTEL
B Ausg X697 J5 CDA R BBy %ve, R HL AL CDAT i B 40 i & v L B B b (R iy
69T /5 CDA Wk ZWi#F (A 46A) , 5 CRFOL_AE T & Aft, BC LA KT fE
CD4 1k Z s (E 46B) . HHHREHFR#T,AE L, CRFOL_AE T #
X4 #5677 Ja CDA R m AR AT, HKE RS, T BC LA AT 5 CD4 KA
AFEE—L& (F46C) . BEZT RN, FE T LA AEMALIETE CD4
WEFERZR, ERMATHABXLEEZE SR T FWEF.
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1250 —

1000 =
5
S baseline
€ 750- : | CD4 (/ul)
k ‘ 1’ =
3 i ‘ ] [ — <350
3 {
o |

250 =

O
0 50 100 150 200 250
weeks of HAART

1200 -

900 =
= X subtype
3 | ‘
5 ‘ ; ) | w 01_AE
c {
2 | U1 R WY 0 ALY — &
: 8 L ARG o TS
1. Lusin |
g
i |
(3]

i
0 50 100 150 200 250
weeks of HAART

1500 —
S 1000
E == BCRS
§ == 01_AER5
3 - 01_AEX4
3 so0-
o

weeks of HAART
B 46 TE4HHAENT HAART 16975 CDA T ER 25, (A) #HEBHE4L CDAT
ME 2 H 350 /ul 4, 4% CDA HHIEEITE CDA R A ELMIAE. (B)
WHRITA 44, BC LA EIT/E] CRFOLAE TA CD4 R EW &, (C) {ZE=E Mk
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44, CRFOL_AE T % # CXCR4 "1k 413475 & CD4 ¥ & 95 1£, CRFOL AE T
A Hy CCRS *E i 4 #tok, T BC LA & &,

BT R#EE N Fit FEEA (GEE) #4174 B £ 447, kit — S BiE k.
SERERFW. LA i BT T FERINAEK. foEk L CDAT M 24 = 2w
HAART 677 E K EH &, Fih#E 30 ¥, CRFO1_AE LA, X4 %k, %
NHREHRATET 2k, £4 COAT M EHMET 350/ul EHE R HETE
SR E ML EE (FLE 43 .

% 4.3 HAART 77 /5 CDAT W B 48 fu bk B B0 & B & 247,

3 % H & A
B, 95%CI p value
H 7
X3 4.9 (-30.1,39.8) 0.785
ool Reference
H iR
<30 43 (9.1,76.9) 0.013
30-50 20.5 (-9.8,50.8) 0.185
=50 Reference
(i e
HET -16.6 (-45,11.8) 0.252
MSM Reference
DI}
CRF01_AE -29.5 (-55.9,-3) 0.029
BC Reference
L3
K %A 8 (-40.4,56.3) 0.747

CXCR4 -55.5(-89.8,-21.1) 0.002
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% HF AT
Ll
B, 95%ClI p value
CCR5 Reference
HAART & #:1 %
1 33(2.2,63.8) 0.036
=2 Reference
H & CD4 (JubD)
<350 -301.3 (-329.2,-273.4) <0.001
=350 Reference
Ik
IS -5.8 (-29.4,17.8) 0.631
AT E Reference
HAART &7 B & (week) 1.2 (1,1.3) <0.001

ZREHIV R P B RRE T 2R R 4B 8] JEK Tk g py CDAT i B 41
BETPE, B RR M ASAT GEE 4 & 447, SRS R EA—
%, TR, K. MEL CDAT KEEWEFHETEREKENHEE, B
CRFO1_AE A, X4 =&, 4 CDAT itk B 20 (% T 350/l &£ H £ 2 k)7 jE
GEREWE I HE R, ULERFE—KIERAT EL CDAT HEHMK. HEW
¥E I o 2 B 2R E AR HAART 697 5 B4 %021k & el s 2o A & (U L& 4.4)
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F 4.4 FURFEHE HAART 677 /5 CDAT M B4 IR W B E F 246,

£3 E-EX il

B, 95%Cl p value
1 A
Fr 12.8 (-72.7,98.3) 0.769
peolli3 Reference
e 0B
<30 49.7 (-34.5,133.9) 0.248
30-50 26.8 (-48.5,102.2) 0.485
=50 Reference
EHErR
HET -25 (-91,41.1) 0.459
MSM Reference
T A
CRF01_AE -63.8 (-119.2,-8.5) 0.024
BC Reference
v
K Fu 61.7 (-40.1,163.5) 0.235
CXCR4 -82.4 (-143.5,-21.4) 0.008
CCR5 Reference
HAART ¥ #k #
1 48.9 (-19.7,117.6) 0.163
=2 Reference
K& CDATHEHM (uD
<350 -341.6 (-410.7,-272.6) <0.001
=350 Reference
F 3
ArLE 27.9 (-33,88.7) 0.369
€| ) Reference
HAART 7677 B 7] (week) 1.3 (1,1.7) <0.001
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H R E LA GITERERT, BT RGEL CDA KRB ARHETHE
P CDATHEHM 350 /ul #4740 2) , Bhi#E GEE #HTLHE 4, &5
SRTE CDAT kB4 £ 4481t 350/l iX— B, LibAEHLRZTE L AL IR
BB G ER, BAEL CD4 #3T 350/ul MIFHIETE, £F 4R IKRAERS
B (WK 45) . EXEL CDATHEAMIKT 350 /ul X—4 B, %FErfr
Z AT F|H— 3, BI4 b #83T 30 ¥, CRFO1_AE T &, X4 %84, £4 CDAT
B 40 BLAK T 350/ul & B & B #0675 R K AR e e B &

ZAUEATER, BREHV AR LA REEERIUEET R EER

RWEZYHEE (ENL%k46) .

& 45 X% CDAT W E & T 350/ul B# & HAART J&)7 /5 CDAT W E 41 i

BREWRHE R LMo
j % B & A7
Egll
B, 95%ClI p value

el
FH 82.7 (31.8,133.6) 0.001
S Reference
W EW 0 B
<30 -27.3 (-116.5,61.8) 0.548
30-50 -18.5 (-109.6,72.5) 0.69
=50 Reference
e
HET -3.2 (-53.2,46.8) 0.9
MSM Reference
I A
CRF01_AE 39.2 (-5.2,83.5) 0.084

BC Reference
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AN e el 1A W= HIV R EIRURIR A 2 7 0 HUR 2R T SUR I B AHLHIHE 5
EASE i
Ll
B, 95%ClI p value

L3
4 -1.5 (-133.8,130.9) 0.983
CXCR4 -59.9 (-138.3,18.4) 0.134
CCR5 Reference
HAART % #% 5k #
1 18.3 (-50.3,87) 0.601
=2 Reference
X% CD4 (JubD)
<350 3.4 (-38.2,45) 0.872
=350 Reference

HAART 677 B [8] weeks 0.9 (0.7,1.2) <0.001

% 4.6 %% CD4 KT 350/l B# A HAART &7 JE CDA T vk B 48 fo bk 2 Wy & v

B & 24T
e i
Ll

B, 95%CI p value
A
F -9.4 (-50.1,31.3) 0.651
M Reference
Wi F i
<30 69.1 (33.3,104.8) <0.001
30-50 29 (-2.6,60.6) 0.072
=50 Reference
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% H & o #7
Byl

B, 95%ClI p value
EHrE
HET -24.4 (-57.1,8.4) 0.144
MSM Reference
T A
CRF01_AE -76.3 (-105.3,-47.2) <0.001
BC Reference
L3
o %A 7.4 (-40.8,55.5) 0.764
CXCR4 -50.4 (-86.2,-14.5) 0.006
CCR5 Reference
HAART 77 % £ %K %t
1 39 (6.4,71.7) 0.019
=2 Reference
P
Zhejiang -6.7 (-33.6,20.1) 0.624
Others Reference
HAART 7477 At & (weeks) 1(0.8,1.2) <0.001

BTk, * CRFOL_AE T & = KE#H KA A K, #17 GEE £ HHEHEA
OB RFZ AN ER—F, WEHHA (B 50 %), 14, X4 %,
# 4 CDAT ik B 40 B (X T 350/l 8 [l % & #7697 /5 CDAT 40 MLk B #9332 %27
Fl%. 4 %% HAART 6T BBV E K, P15 G5 # 1% 57.8 - CDAT 48/, p
89 0.059, X ¥ a5 G5 # A2 /NULREET B B KA AR & D AE X

BAUEANTER, BEHIV AR L#ERREEERTUEET R EREER
ERWEEYHER (FLEAD
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& 4.7CRFOL_AE &M 1 #%, 4 %15 %A HAART 3857 /& CDAT ¥k B 48 fe 4k

EWRHE RN
%3 % H & o #7

B, 95%ClI p value
el
FH -44.3 (-106.9,18.3) 0.166
ool Reference
R
<30 66.6 (10.8,122.4) 0.019
30-50 51.6 (3.9,99.2) 0.034
=50 Reference
FHErR
HET -18.5 (-57.7,20.6) 0.354
MSM Reference
AT %
14 -108.7 (-175.4,-41.9) 0.001
4 #% -57.8 (-117.8,2.2) 0.059
5 #% Reference
g
K %0 35 (-22,91.9) 0.229
CXCR4 -60.5 (-102.5,-18.6) 0.005
CCR5 Reference
HAART 67T & # K %
1 31.5(-13.4,76.4) 0.17
=2 Reference
H 4% CDAT Ak E 48 fa(/ul)
<350 -349.4 (-388.1,-310.6) <0.001
=350 Reference
F 3%
WL A 7 (-28.5,42.5) 0.7
| ) Reference
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445 HIV £ H & B ok g CXCRA 54 By F M i
KT HE CRFO1_AE ##H & X4 Bt EhEFEmME, * X4 (n=78)
5 R5 (n=308) "B & ki V3 KJFFI 4T T . R AT X4 B EF BT
R5 "6t & . & X4 WA, RS BHE V3 RvEHT— ik 14 Mgk, RO
REABIT 5 Mg A (B 4TA) . P E A LR ETR, X4 8IEE RS B,
B EA G ¥EN (p<0.0001) (wE 47B) . H & PNGS L A% E R T
N, X4 #%&PNGS L &M FFIH RS £, 2R AFAITFE X (p<0.0001) (#w
K 47C) . XM ER, FPRESFEFMIESMT ZAMEX, B FPREME
M HOHAR: TS V3 X # PNGS fr s % 2 E#H %, B FPR (E# (X PNGS ## &
(B 4.7D-F) o A8 XM AT Fuvg ik - 2 L 3 4 R A4ER — %, B X4 8 £ FPR 1K,
% L7 A OE B AT B T PNG S5 %

>
w
(@)

p<0.0001 o .
10 positive negative
o r 1 . 15 5<0.0001 p=0037 15 p<0.0001
@ s o | -
= g B _ £ 10 - " 1.0{ =——
= - -
£ 5 L g, %_ 5 9 o6
- .l = = = 0.
2 g i = 2 5] =E % L
E — ; ; 5 00 o
2 S § 5 e 5 oAy o X
1 o : 2 = £
0 r T 0 T y T 0.5 - .
CCR5 CXCR4 CCR5 CXCR4:CCR5 CXCR4 CCR5 CXCR4
8 r=-0.382 o r=-0.452 i
& p<0.0001 — 1 I—— p<0.0001 . .. r=0452
61 s 10 o 5e() 0001
)| EEE—. 5 6 “ R
B e 2 o5
| i 2 s 00
s e o SR e it |8 o 7. A—
22 T B >
< 0.5
>
0 T T T T 1 2 T T T T 1 1.0
0 25 50 75 100 125 0 25 50 75 100 125 0 25 50 75 100 125
FPR (%) FPR (%)

FPR (%)

K 4.7 CRFO1_AE T & V3 X #8777/ PNGS i & % CCR5 1 CXCR4 #F H %K,
(A) % 7 7£ CXCR4 #1 CCR5 # thig; (B) IF HLfi fn 7 B, 7 72 CXCR4 2 CCR5
FHE;  (C) PNGS fI m 47 CXCR4 fr CCR5 #th#r; (D) % ®.47/1 FPR 4H
xhEaHT; (B) EEBfM FPR AEX M2 4T;  (F) PNGS #2 FPR A48 % M 447
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KHT S, VEREALBRKEEFRT (B AEAEBRKL , ERFFIEAER
fLEEMELT, BT X4 EHFEFEHE CRFOLAE — ATLHEFWHEI AR, A
HAART 677 G Z AL # iz B E R AMHE, HhBETRERRLIT—T =
A% V3 AERFIMRAZREIN KA K LI, 4 %7 V3 KHNFE 13 F1 32
EGEEERTHNELR, 2H2% 135MAKEAR (R13) 8 32 L AHA
B (K32) . XF/AMLAE 4 %85 Ha A2 86.1%M 81.7%, 7 1 # ik b4 Al
£ 145%7%1 63.6%, 7£ 5 # & oAl & 12.1%F2 9.1%, (¥ M.%k 4.8, K 48) . R
FIKRZETHEAER, LANEERFHAERMEAER G4 V3 KB E Bl
i, XM TREBEET XA Al E 4T ERE, HAR 1%, M5HEP S
(K, A8 TH RI3fu K32 & 4 K mRF & ke (221%) , MAE 1%+ &K
Z (127%) , £ 5%+ SHRMK, XA 57%.

01_AE G1 tropic
S TS i GPGQ RTCE GD RKAY
(VP Q Hi/
ANRKR¥;& B lPKE_EVX o siRIFE
A B e e e o Pk e A s RO Re b B

01_AE G4 tropic

Liasl | ) A 2
D © It~ 0D ™ < t = T D O - = 1 It}
= R et R e i) NN A m® Ny
01_AE GS5 tropic
| | S RA I '
| R T
2 S = |l
U AT IV VA VA 123V [EVN LR
AN FO O -0 D O AT DO-0ND NN LD O 0) D — O LD
SRR R R/ R R SRSES RS RNRS RS RSES RS RS R RS R R

K 48CRFO1_AE = AT # 1 #, 4 %5 %M VIXAERMALAE. 4

90



LRI o 2 i S VAT DS

S =8 HIV I PR RURIZR I 22 50 U 25 16T RCR AR A LRI 7T

fr BB BT Gl 9 Al 63 & 1 %8, 281 4 4 #4135 4 5 % V3 X & X8

Ay . A KA WebLogo tool (http://weblogo.berkeley.edu/logo.cgi). 4 & .

KABVIRE 13 R2 MRAERE 1K, 4 FM 5 EPALHAL

1 # n=63 4 % n=281 5 # n=35
V3 XL & AFER
n, (%) n, (%) n, (%)
13 A 1(1.8)
F 1(0.4)
G 1(1.8) 5(2) 5 (15.2)
H 10 (18.2) 3(9.1)
| 1(0.4)
K 1(0.4)
N 3(5.5) 7(21.2)
P 7(12.7) 2 (6.1)
Q
R 8 (14.5) 216 (86.1) 4 (12.1)
S 4 (7.3) 15 (6) 12 (36.4)
T 21 (38.2) 12 (4.8)
32 A 5(2)

E 1(1.8) 1(0.4)
| 1(1.8)
K 35 (63.6) 205 (81.7) 3(9.1)
L
N 5(2)
Q 11 (20) 13 (5.2) 30 (90.9)
R 7(12.7) 19 (7.6)
S 3(1.2)

REAFEFLFE VI 4RI3FK32, 1E 4% fulsk wi X4t 6l 4 7l = 22.1%H
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12.7%, XRALXZRERTHEAFELBE R, — BRI, EVIRNE65 £81L
A CFE x4 FHXB2fL & N % 301-303) 7 g8 77 &£ — MPNGS{L & . #F % X H, 15.6%¥
CRF01_AET&#APNGS, T HX4% M V3 8 K PNGSHr &2 R % (4.7
C), X HZHTVIRWE6M & L17.9%H AR (K) BART ALAR (N,

FTHAL R E1AI% AR (K) MART RAEAR (N) , FESNMLE £21.8%H A
B (D BRT #rER (T) AX. HHECCRSE KT, $6, 7T/8L 8 LA LR
MRS, Al B2 RAEBE (N) 97.7%, KA &AB (N) 100%F 5% % 48 (T)

96.4% (¥ ILE4.9, &4.9)

FA49VIRXE6, TR K AEBKRECXCRIFICCRSF B H A
CRF01_AE

CXCR4 CCR5

1(1.3)

1(1.3)

V3 & aE®

1(0.3)
1(0.3)

— I m ©

14 (17.9)

52 (66.7) 301 (97.7)
1(1.3)
3(3.8) 1(0.3)
6(7.7) 4 (1.3)
4 (5.1)

11 (14.1)
1(1.3)

54 (69.2) 308 (100)
1(1.3)
1(1.3)
3(3.8)
1(1.3)
2 (2.6)

- 4 »w O 2 X

< < dAx1mo0 zZz2 < X
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V3 i E 5 £ CRFOLAE
CXCR4 CCR5
8 A 2(0.6)
E 1(1.3)
| 17 (21.8) 4(1.3)
K 1(1.3) 3 (1)
M 3 (3.8)
R 4(5.1)
T 41 (52.6) 297 (96.4)
Y, 11 (14.1) 2 (0.6)

YRS A XA EVIK &AL m A E R, DRI HRMEFE
BEAE e AR BR Bt . B AT O 8 BORXA 4 B LLREH £, 14 XAHY 7| fuR5HY
FEHIHAT A LT, RO F I E 255 A B AR B MR LR —— AL AR (D)
RERAAR (E) , MX4BHHFIEMEMLARTDRESN, LA ER
(SIAIGINIQ/K) & 738.5% .17 (K4.9, %4.10) . M &ERS5F 7|+, DIE& ik
95.8%. BT X F MR IE AR L R Y R R AT XATE IR TSI BV V3I R EE ay IE
BT
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*4.10 V3X %6, 7H84L K A XM ZECXCR4FICCR5H Y th 4

V3 L& AFEBR CRPOLAE
CXCR4 n (%) CCRS5 n(%)
25 D 38 (48.7) 213 (69.2)
E 10 (12.8) 82 (26.6)
D/E 48 (61.5) 295 (95.8)
A 7(9) 6 (1.9)
G 6 (7.7) 1(0.3)
K 1(1.3)
N 5 (6.4) 2 (0.6)
Q 1(1.3) 2 (0.6)
S 10 (12.8) 2 (0.6)
non-D/E 30 (38.5) 13 (4.2)
N-Glycan

01_AE X4 tropic

B4.9 V3X G H R (1 2 B 4 sk R CXCRAE M Wy Fl 1) o & — AL o R BR P
&t 2 A B 784 CXCR4%E 4 71308 4 CCR5"8 4 V3X A £ 8 5 7| A k. A & L
Ji WebLogo tool (http://weblogo.berkeley.edu/logo.cgi). 4 & .
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LAk, LEETAFPRER T2%, PNGSEKAVIX 4 HH =5, RAg
CRFOL_AEZFth AX4R A T ab k¥ KA. VR AL 20T R, VITWHE
6.7 . 8. 13, 25Mu325 fu m AL & 4 7+ £ BUR L CRFOL_AE 1 B XA 11 Fl £ 15
SEE &
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45 ik

BMI19BLE X E LT B TR KRAEA, EhBFTARNRLERNE
— WP, BTHIV-UREEENARE R, EHEEMARE, RELMEERE
R FE, AEEHKEEECE. FEEE. FHEHESEYN, g HENAATE
Wi xR, PEHIVEERTRE AL M T A FRT %R FEDE, ®h K
WA R I R T RIFHAT 7 A

Z AR BYCRFO1_AE T & R 3¢ J5 & s ¢k B B3 % = B4 CRFOL_AE T & 0
4FCRFO1_AE T A i Lh #5135 281, 76 3 7 VT A [t /B % — & I [ e /& % £ 2013-2017
FEHAT - FREER E, AW EFERITHILAE 4 CRFO1_AEMBC(93.2%, 628/674),
H A K2R, FHATE LA RA AR 3RS RATH S g et 1%,
B, R ECRFOL_AEM A — 4, PE T AN A% 2 HBCLAE &, ©F
AREH DB TR AR, EFTEREBCTA WS K, HILATHHE P
S A4 * B R AT BWCRFO1_AEFBC/E A A %8 4t %

— A A X455 14 H FAIDSH 7 B 4 B B, E.CRFO1_AEI A DIXAE 14 Al &
VLB Bt etk W AFAE. L, BABREEUAR N T BT+ R E% TCCREEH
PO ERTR . RMETHIV-1LEE BT R R EERTEELHRKA LR E I,
HaRh 248, 201258 BN % G K E &5 2 T HIV-158 A N5 77 k. @1
il % 7 % T F Geno2Pheno ] 35 ¥ AT "& £ T I, CXCRA¥E 1 #| W7 1k # & RPF=10%
(G2P10) BOl, 7 JL4F, o E 48 # % 4 G2P10B" 215 45 4-WebPSSM x4r51%8 1 4¢
#CRFO1_AEI & CXCRA & 1 TR (R 48 . 48T — L R4, XX 1% I G2P10=k 4
A WebPSSM # 4 & f CRFO1_AE T & ) CXCRA%E 1 th 71401, 1 & 3 58 &k BA X
CRFO1_AE T & iz | G2P57E & 14 TRl A £ (& AL fm 5k A — Btk ¥ of (26411 Watshara
W2t B B R R LR AR B TN AE 4 7 ok DA R — R 7 iR B £ A cutoff(E 2 AT A
Ve RE SR A R I B AT, BF1L/253E U, AT U, G2P (1%) , G2P (5%) ,
G2P (10%) , G2P (15%) , G2P (20%) , PSSMX4R5, PSSMSINSI, NNs7 i

)
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EHATHA R IG2P (2.5%) FIX4mt, B HI7.1%H /EF M, 100%H4F =1,
F197.9% ¢ G M . AHF 58 A 2 BT % CRFO1_AE TE & & 44 B 2 MSM A 7| 4T #y
R, ARFRBETHINV-1EREREEFA LA PEBRABRKNKRE, XL
WA 115 F 5 HIFPRE K T5.0%, 182 5 & H5% 77| & & 414 1E 52 AR5, R AW
64 & X478 M B 7 7 FPRIE £/ T 2%, BI 311 — 3 BIFPR/N T 5% 7 71 7 &6 477 4%
ARSE MR, T L5 G2P5 A G2P2 X HL, YFPR/N T 5% A X4%E B, 39.9%
R B4 T A XAPE 1, SFPR/NT 2% 9 XAvE M BT, 20.2%7% Tl 4 X428 14,
W5 = YT — FHFPRME /N T 5% F 71 RA W 4 B A IERIXAE 1, X —
R Z AR B ISR 4 RABBY, AP, G2PSE X478 M Tl by # % 45k, 17
PR BR B & 5 7 CRFO1_AE I & & CXCR4 % & By i AT b, 1 G2P2 & 43 72 Tl
CRFO1_AE T A of 2 AR By (8 16 O . AVHE 50 oF 28 Fl G2P21F A CXCRAYE 1 9 #| =
v, R ICRFOL_AEF X4 14 £ F ] 18.2% (78/429) X — (K T = 7y
H b X CRFOL_AEJ & gy i #0873, 1 B F A AR R P A T E Ao ™ A 0y o8
] o A o

REH AR B RIT SR G R LR K ARCRFOL_AET A = AT
HEACDALER BN, 1ERIK, 452K, SHERE; WEEITET, 45HHXAE
RE&m, 1HHEK, 5SHERMK. B, BTXGEHERAEZHIHARTHE EAR
FEN TCDAT ik 2 4h, T4 HMREFAE, B HLRHIV-18 £ £,
1RFRRmA, BEFHFRATS, FHEF N FHRCDATHENREEX.
BEFHEREESANTLIN, VENFTEREERRK, SHKE, 4BE+F. REET
HEHTIHNFTEAT X EFHA L RUAFEERLHIVE X, B H4EA5H%
ZEMSMF AT, FRETHRECHERTAREZERN, M5 FHEL
RUEREREE—REHIERERES LI, HIHIFFIREERELELCDS
1%

RE D H R L INCRFOL_AETL B DL B 13, X4v%Ed, DLRSF#H502 A b, &
CDA4 Ttk B 40 LR % [ & £ F M HAART G T J5 % & Wk B 894 e 275 B % . HAART
BT ECOATHM K AR ETE BE B EZRRA, ZRHAEH, XH “TF
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RS EREFMEEFHRW, NREFEEAEIN, 7 XBREERET
BES, AMGBSATHEHREE FELEAHELFEEES S HCDA THE &
Hi e T REMAY, 4 SOk 4R % CRFOL_AE T B & (LA XA 1 th k677 B & T ik £
#t & Z|AIDSHIE £ 36T, #1IECRFOL_AE T A &k %t 2 o5 g o J be (281, AR 30 40 #F
REJ BT ANBEF, X4B MW EH LR E MW £ #1677 5ECDAK B AT =,
NHRENEREEN £ E R AWK EREEZEA, @ THAARTH FEETAFR
BHEARAWHIV-UE &1 10, 305 k2 0m & 100 7 11 F B X HAART + £ 4 1k
MEICD4 TH B4k Z1). Nk aFAEE, #— MREHAARTE£EKE X
M E R, MERZAZ MBI —MMEENEE, FYNRTHEES
ANERBRASR, EHMEFLRA—EWNBTFRF RFALBEKE TR, KH
NHREI, FHAROEFETERREKEKTZE, HAMKS A FHEAT
fE, T e e b £ kL, BNEEZHAARTISIT /5, CDATH B4 IR & %
FAFRRERERZ, F—MAEHAARTE 2R IREWEZH £ 2T a4
W2 BT T WICDA TH B 48 T Bk F, HH R KA, BILHKEHENEER
FEE ECDATHR B feik R EW EZH £, Mt BY A RGN EF A
R kT #IEHCDATHE A I, KEHH R LI, EACDATHE 41 £
FHAARTE T EREREN — MR EENE R, Y EHHBELCDL THEH
F 350/l 42 5, & I 4 T 350/ul i B #EAT £ H & 447 BoF, # % HAART
B ELWELE, gh, FREEZ LZRALHITFEN; £L K T350/u8
BEH %W EZ 2B RCRFOL_AETL A, X4%E 1k, £HF AR ZwWIEITE 2 EKENE
. XRABTHNAERGRTE, BT ERENbEE, 48T RA, K
& ME (LLV) EHAARTET KM — M EZ AR E X, FEWLLVE niiE &
e 2 e . LLVIE SR F 9677 5 M EHIV-1 L & W& 21K T @, w4k
# 7£50-1000cp/ml, LLV % 4 % 418%|34% 1 & , A 4 #F 57 £ IMLLV & 4 £6.25%),
CXCRA®E M FLLV X 4 % #55.26%, CCRS% M F & 4 % 47.32% (%34 B KM
AW, ARFaHR FLLVA £ R IK a8 5 A 70R 8 NMEKA X, TRA
i & FLLVF T
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AEAF R LR, CRFOL_AE 4% VX 6 51370325 11 i A & B (R T8
A8 (R Ffamk (K, E1F P E320 EKRRTF, TASHE FXH ML AAHE
RERRA. B TRUKE THRMEAER, FHF4ZEMLENVIREAH LB EHER
T, MERMELREXSGEEN EEFEF, FHITUBBEAEX = AT HHXEE
DA, AR, LFEKZ, TSHEFRARMK. AHHHNLE R LR =2 A #
KA S & ¥ £ 5 — 3B, 128 5% FV3-Docking A% A PO x4 5% Fn5 4 V3IX 4
oM BoR, 43 ICXCRA% K&+, R135D262FE277H ik T #h 42, HH281
Tk T A4, M5k ACCRS Mk &, A8 i my sk & 5K22MD267#H &k T 4% . &
TCXCRAMBL R4 6 D RHWCCROWH £ £ My i fr, ATLABT ERAE LW E
HLAT BV 7R 2ER13. 44% K327 % 7 fE AICXCRAMIN A % A i 2h 4%, 4% H HLCCR5
MINA & F EL MU AERK. WHARKHA, ABLEF, VIR HE3R25 LA
MEERARESHEEEMEX. Hit, BERFHARIBMKI2T 4 Z4ZE S FRE
17| ) CXCRA4E 1 7% & B R A

—TBEBL A I RH A R A, VBRI F 1L, 24, 25F325 L & H A AE R &
RV E B IA67%, XL AR T G T E— AUty wHHxE £H,
BIL A V33X B F 11250 m A M ZHF AR (R) BFEMAR (K) HEHH
FlatEA, N EEREXAEN, B11/255 00, K40 % LI, X4k F7)
PRI ARE16.7% (13/78) , MAEF2M R /L FEARIEK, XERE
CRFOL_AET & #8405 H b T A 7 £ 1 Bl 9 # ik #0535, R 7 &
I, VX #y255 i £ AERSE M o & KWL 7k & Y DE, M AEXA%E I F % T DFES,
TR A EA0%H H A ERERLE, BFEFAR (A HAR (G, AR (K,
AAAB®R (N, REFBKE (Q MLEARK (S) ., HTALAR (D) AER (B)
EBRMEER, Hit, 5X4M, REAFELSWAEN. ZEFHRET, &
CRFOL_AET # (JCXCRA g+, VIR fFE — BRI AN A LR ZELER, &
#S5Y, N7K, S11R, T12V, T12F, Q18R, 127T#1S32R, S11RZCXCRA™ 4 4%
BT XEE, VIR FIU AREERE (R) MR T 248 (S) ERS%E M KHERE
T RXAE MR & K A1 81, Sk, XU EERT)WHAREFRLITWLAN,
X [ gk FnCRFOL_AETE T [ By 388 T B B & B AR %
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BEL CDAT M5 HIV-1 REFEFORFEBITRA

» # R H— HR

WE

I L4, ERANEITIE AT (Treatmentas prevention,TasP) #F % & ¥H, #i/F
FI67T (HAART) Figd 58 igd A, o LUREI TR X EmmsE (HIV) £,
R T AHRA(WHOY K Akt FmBERT FEBH A, I TRERFEER
& HIV R ABF, T8 H CDA+T kB4 (7 CD4 41f8) T3, RIE%
T. 2016 FH EER T RR Y, T HrA mE K& /R g 2% DL %58 70
FHEEIT. FHILBE AR % &2 % CD4+T M it 3 HIV B & 4 % 645 % % HAART
FFIETT . AT ETRES HIV HEEF ZEAEHARRET, ILaE_EE e
Ve % 3 m (AIDS) JF2UE R £ RR, FRHEZFRARMEZ, HIHIV FE
FWH KRG, NIERZHIE 2, HEXT2IE71E A T U ER . KX
KLU JUA 77 2T 8 2 2 CDA 2 i it #kiy HIV FEHE B & HAART 677 3k I
T k.

REEW: ®mEL CD4A; mBMHEHTHE IR ik W, BITHENTT.

gl

i

BT LT RET ERER R, B H# R RE T 7 R (HAART)
HREER HIV REZRFERE, BT AIDS X AFFfRsL N, MaE
2016 &, £ EH &I F7E HIVIAIDS £ # A $ik 664751 1, 3L 159000 ] (£
F I FE HIV & 4% 384 320 5], AIDS J% A 280 431 |, 2016 4 HIV #7 &% & %
BEARTER, PEHIV EZEHF TR EZUSEENE (947%) , LT REEEE
83533 1 (67.1%) , FIMEMEAFEAL LA (27.6%) P, HEE R A dI2d T 23
LW RERAT, EHAH LI AN (SSA) ERRATHIX, AL — L HIV B
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IAID &% B A miE A% #E, £RATHE, X—hE T emik 75%P, 2013 4
7 SSA H1 20 MNER FHATWESEH TG, FMERFTH 29% GLEE 10-
52% 2 [8]) & A B R bW, AR RPRE, £itF 33-67% M & HIV
REXAEF FHATHABF. 2008 F, mEERYBHERL2ART —RXTH
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FBHIV REEERT 96%, B8 1T% WS 5H X AREFTHIET, AT H
CD4 ¥t &, 267 m i S QB EFE, Xt H B TM S TR 4T
1 —T1 1958 ] HIV R G W BB HT 7 o, F H#&5 % HAART 7697 89298 50.1%
RV G WRTF BT . BIEE 24 AR, 108 124%45 KT 4670,
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TR, B HIV B EHEA, RAHS HIV REH L& ENER, FiA
AV RETMBA M LR, TRAZERRAZ i, HOoh W TR R,
THREFEAMY, RHEMGRAEZ, FENHAKER, EHEAWH. L
Mot T B ek MR R THEEL COMT HE MR L E R FELEMRNA, AL
SMRESF AIDS HFRIEL A ER, BRMITAARFEIRERE FTOREITEIFT
2%, wLE, BASLTETENTG (TaP)REERS 21—, BITEARTR
B (TasP) ZEEMEHTG HIV 4, MR HIV ST LRERRBERR? #T
KA A T8 4 CD4 ity HIV & HAART 7697 R I 4 B H#HAT 247 18] 14
HIV-1 3T R RPRETFE TasP REZ R R I

Donnell M A 34T By — AT BE A ZU AR 52, 49N\ 3381 x4 3L im R S By 2 [
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FMRE, WHENFAEEEHA 4 K(QR T % 2-8) , 29% W AHEAWREN
HETr—ANA, RAEMAT AERE RBURFPHEREIER R LLE). KB LM
F 4,349 4 (10%) HIV R g 5 % T 91 8 0% 5 /7 % (HAART) o 2 [ 17 # 18],
W R LK AT 103 1l 5 418 HIV-1 A8 X # £ #E F 4+ (£m % 4 2.15/100PY), 7
H 39 Fl S B e HIV-1 & 45 B8], B 5 18 TH A £ 45 (X £ % 4 0.81/100PY).
£ 103 ] 518 HIV-1 AW EE 4, 102 71K £ £ RS HIV-1 BELE R
B 5 HAART W97 B9 R 3 (K R A 2.24/100PY), W ZE| 1 4] HIV-1 £#=
(& £ % 0.37/100 PY) X 4 7 349 *t B.4 J5 1 HAART 36T K43, HIk, &
# HIV-1 BB 6 F HAART J7 3% Bk 4% B 2 14 (K 2 FA R 2 S8 7 L Em R & 1
F

2011 4, Cohen £ A # 47 7 — T K 34 10 4 #9 % QAL IR % HPTN 052
Wi, #1763 xR 2R R AREEEBENF RS E, BHIIENL N
B, —4 A HIV FEE# CD4 % 7 350-550 Ml Z 8], %4 F HIV-1 B3 £
BUiay T, BRI A; W H—ANsiadl, Bi#F CD4 T &k 250 MMl f& 5%
B4 2 X m i A4 % T HAART 7697 . ZHF 5 F T 93% M A 78 0 R AT
FRARFHEE(EALALE)ERARTRAF AT Y 1.7 £/5, 5R BT,
Xt HIV P M B A8 B 4R 47 2 14 5 2] 96% (HR 0.004, 95%CI 0.01-0.27).

AT W HAART 677 16 & Tl 898 2k, Rodger A 2 14 A BOM El K 89
75 AR HE AT T — AT U EE PARTNER #5, 1P T BT
MSM A Zf e, 4 Rk g 300 & BN FE (B (HPP) Wy & H 2 2R TR IE OF
KT 200 AMub) #EZHUFEET, HIVIEERLERNETEAZALEL E%
B PV B HIV 34 A — TS R — AT 2010 £ 9 A &
2014 4 5 F 8] —# 1166 & & | A~ il & 2 & # AT M 5 B 5 [H couple, * = 888 xf
18 (B4 548 *t R A (61.7%) #1340 3 MSM (38.3%) #£18) —3t Bt #2 it
T B EHA R 1238 K G 4F . ELFEWN B, couples & T &4 EMAT H BB
B g A 2 % (IQR, 0.5-6.3) , 5 108 & HIV [AM# MSM (33%) F121 4%
HAE (4% RETSHEMBHEERETARLERT . ERMTHNE, TX4E
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B 1 BB B AR5 R BB AL 800 37 9k (IQR, 15-71) , ik £ 3% #F L A
8] \4H ) MSM 345 B M AT 5 29 % 22,000 9k, =M 5% % 36,000 k. B4 11 43
BmEFE BRI R ENRE (10 45 B, 1 4R EAH, 8 4HE
HHMAEL EEATH) , BRI RA R A FF EER XN R EEE,
WHEBALEREEBREAT, BT REEEHBRARE T, LFEHTEKS
HY IR B A 5

Bavinton 02 BA S 47 T — A 4 Y m PAFU B R, 1% TR 5 R AR I F
MSM F1E8 87 HIV %3, & A4 387 8 & 7 89 B ik, 2o 27 30%HY 78 & #r 52 B 4]
SF L, BE 2016 K, kEBRAFL., & E 0 E T 358 x5 50 E %G F %
HIV-1 RS Be 3/ 300 3 N\ 2H . 72 343 % 15 o 591 & 1 & 4 e i 4 i 17 (CYFU)
HERETR, £ 574% REAMTHIEREEASGHNHEELET LK, ELKF
F, 79.9% W EFEMAEMHE (HPP) #% HAART %77, 77.9% KA N 2]7E
HFHE, REREL CDA MR ITH. HARNELR T LXK 4 16889 R L L2 EH
AL, WA X IA B E 4, K £ 36| HIV R A5 O\ EEE 4,

2012 4 WHO /A7 #7776 /7 /70, 523F 0 CD4 +T 48 i it #fs WHO m )R 4~
B, FrE HIV & %4317 ARV 3677, Bl “ZIEEy 7 B, 2 5, —H+E
*fF 2003-2011 4 HIV FA 1 By 5 B8 & 43 3 B 45 79 8 &SI 8048 B oR, HAART 3697 4
EXGT AL, BT, RIPERN 26%, * HIV FEEHFER L NG ER
TR BN, HAART 6 R B A sk A A H EEWRPE, RiE
AT H B £ 2 31% (HRO0.69,95%Cl10.56-0.84, .5 1) . 2014 4, # [
E X T Z 4 Fim E 67 RN 2009 4 4| F # CDA<350 ANl FF 46367 £ i
%7 CDA<500 /Ml B FF 46 #4710 B 677 . F B 5 —T0 2006-2012 44 % 7 8 &
Y B IR T E A T RSN R OR, 8% HAART W78 HIV-L R, Tl
HEAE HIV &R0 F 7 £ £ 29% (HRO0.71,95%Cl10.52-0.97, W& 1) , A4 *xH
FHATWAFELHEG, KPR LAET 48% (aHR0.52,95%Cl0.34-0.82, I,
& D ; #—Fx HAART &7 B E B4 B2t Lo, FHIHB (2006 £ 2008)
BIHREMRME R EX HAART X LBRER AT HIV &% 89 &4 FAHR,
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0.68;95% CI,0.34 - 1.36), AT Z#7 7 B #A i B (2009-2012) 447 T R B A B 4T Hy
R E (HR, 0.33; 95% CI, 0.20 - 0.55).
72016 £ 7 A, BHIFEHIEFTHIER AIDS A4 LA T HIUR IR R4
Ro —IUHPTNO52 # 7B o (L R V7 bt 5] 34 5.5 FR AR LR, HRRFEE
TG IT A A AT AL AR B, BT R Fom ST A R R IE T A0 HIV P
T8 By (R 97 £ 15 5 3] 93% (HR0.07,95%C10.02-0.22, W& 1) . M7 —FEHFE
X #E 4T B ANRS12249 TasP # RN ER: B # 4 12894 4 R AN, #5790
% oh TIE BT ks & P s A LB EE % HAART J677) , 7104 4 A B4
(RIEH Rt HAART %677, B CD4 140350 {20 ffi/ul B4 F HAART
), R LR E B EET S, XX E 495 0], XL TELREN 2.21%.
THEA A (Rl FIaH 58624 &5 HIV 3T LR R E 5 5] 2 2.13%0 2.27%
(AHR 0.96,95%Cl 0.83-1.10, W% 1) , H#E BT, FHIETA HIV FEARE
AEARFH. EXFOEHRFA— LWL BREREELEERHALH 6 A
MIKE TR, Fril, SEENESHETHRAERIBRELENLEE, X
RAEEBTEMHHRATETH, WRFXBAFER KL E L REN
Lt WAFIEITHOR, RE ANERRIAE R, RRER D L RFENEELR
F, PREATARABEAAZ G, HREMB N EERE Y EERIFH HIV
HHTIART 2R
BE % CDAT 48 HAART 397 ETREF HIV-1 31 X R BRI
HPTN 052 # — W B (PR et E 1.7 &) #5642 Bk, £ 4 CDA+T 4

B3 # 4 4 A 100 Al PR VB A8 R 4 HIV B9 KRSt 2 38w (HR=1.22, 95%Cl
1.02-1.47) . ZHREEY £ 2015 4 5 A BonBIR A4 R, W& 4% CD4 1H 5
te, Toib R HTA N R R R A HIV 37K R % 2B 1 HIV & A %
Ve R e T BB ME 38 An (HR=1.21, 95%Cl: 1.04-1.41, HR=1.25, 95%Cl 1.05-1.48) .
B R R, AT & K CDA+T 4 i HIV & 33 34T HAART %77 B
FERB D HIV B L, RIHEm T 32 K%, 2013 4 — T4t # [ 2003-2011 4
% HAART 7677 28 couple FAZI A Z A R ISIE R, 5Ak#% HAART 657 A7)
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AEH, HAART 657 FA 7 & 2 4 CD4 114 >550 Ml A% HIV 4% K% A aHR
# 152 (95%Cl: 0.84-2.74) , A ZR R A HITFE L. Hit, L% CD4 it#
(CD4 AT 500 AMub) B, P4z [8] 2 & 94T HAART 7677, * & HIV £ H#14E
FiLls HIV &% 09 R4 1E F R L&M=, /AT, — U4 xS [E ¥ 5 4 2006-2012
R EIIRBERITIEN TG A RLIEH, L HIVIAIDS % HAART &7 oI £ 4
CDA+T 4 fig K F & T 250 /Ml B, % 73t 7 B2 4% 8] HIV 1% # 2A (& 47 76 Al (HR=0.41,
95%CI: 0.22-0.79) , #kif &£ 4 CDA+T 4 (KT 250 Ml B, %A E AR 1A
(HR=0.98, 95%Cl: 0.54-1.78) . ANRS12249 TasP #f % % — W Bt sz Jo 4 E 4, §
7, T CD4 iH# <350 Mul M EFF, LHAEFAREE, FEHIV ANE,
64N A MBI B R LUK 34N A W HAART B B s 2 T FUE fuxd BB 2 A% H B %
ER. BFEERRREA, |2 AL TmE 6T 7 LA KRR 8 LR
M8V 7 Lima £AMBHHFEA S, EREKRANENERLT, EE CD4
i+ #0<200 Ml £ # HAART & 5 % 4 50%, WREHEH I E 75%, 90%, #H
Z 100%, A4 HIV %% R4 &K 37%, 54%, & 62%, [ doEEkAHL Sy
1697 % Al o Granich S RPUA 49\ &, 3E N B 3080m AT T LR 38 30 46 I Ao
LERETEEREES . BA, NBFEATFHNEREEL LA OER, LI
BH HAART 7 DA% A B B R IF AL
% CDA BH HIV REHEEX HAART BT B R R ITERI
2012 KA A L% AP E K 4% % HAART 3038 & 5+ 2003-2010 4F #3542 4 47
LR, RIIEIT B CDA AT & & 6T B K A S fe B & . W67 Al & % CD4 1t
>350 Myl B EH, BEHETHBEES. 5E4 CD4 T#<50 Mul HAH,
F 4% CD4 11%>350 Ml A K5 af £ 1.6 F (HR=1.57, 95%Cl 1.41-1.74) .
£ Cox WPl ER H#T L HELM DR, CD4A HHKT 350/ul #y &4 2 16 %k
Vi e B WA AT AR L, T CD4 i 4 >350/ul B9 & 4H 1 % 7 M e & & aHR=1,76
(95%Cl, 1.55-2.00) . 2016 FH# % EFE K LI, E%& CD4 1H# =500 Ml 4
K5 % (10.7/100 A %) & T £ 4% CD4 it ## 200-350 Mul 48 537 % (7.2/100 A
F) o W WIETT 12 4N WE KT R E & AT B, % CD4 1t 350-499
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Al % 7 R & aHR=1.17 (95%Cl: 1.05-1.31) , % # 4 CD4 it+# =500 /Mul %
TR 4 aHR=1.32 (95%CI: 1.12-1.56) ; *f FF #4677 24 A F WH K5 B &
Z0AT R R, #£ 4% CD4 1+ =500 Ml & 77 A aHR=1.17 ( 95%Cl: 1.01-1.35),
G RELI, Fi. BRPEREURITIEIET T Z S HIVIAIDS 77 A KT H %
H & CD4A & HIV FHE BE £ ART % B EWH & % X 25 4%

ERAMRTAERR T L HREWAROIRE Y, FRNNERRFFE
ST 20 M E AR M A, SEFT b Lk B 29%4, A oh ey TasP & EK #2541k
MK, BERMETRE, SEIMERAMEEL, RABRM A LE, XEEFR
hlsRES TEHEHTF LR FEENE A, & —TdEULkRE

(3TC) AELHT—LFmBLITIWARMIY 12 MA B RENH Fom 28 7= £
MR & RPN R, # R E. 6T £ 4% CD4 4 j1 =350 Ml F2 1 A WA
R I R W2 P £ WA X B & . W8T T £ & CD4 41 f it %k 0-349 MMl 7% &
#14] % 89.2%), CD4 it 41 =350 1 /ul % 75%( AOR=0.32; 95% CI1 0.14-0.72, p=0.0056) .
R EFEMNNBELA, RERFIFEM R EAZFH ], Etta FERE T
B RA MR FERERGDIHE HIV-1 REH/AIDS B W BTk,
M LAARREGTHERTHE, FEAEEZ HAART 7L 5 S EF +
REEEH.

—AT HIV IR HEETABRENFH XM AT A B AEARNE R, &
10129 Hloim &6 7 B4+, mEMHI R IKLE N 20.7%, WHE 11.0%. ZHRXE
R EOR, i EHiEIT £ % CD4 itk 0-199 M/l AL, %4 CD4 it#k 200-350
Jul B mEAMH A M FEHBEL AL AOR=13; 95CI%: 1.1-1.5; 350-499 />/ul
AOR=1.5; 95CI1%: 1.2-1.8; {EZ# % B RIAITAI £ 4% CDA 1T B W6IT 5 24 &
R EIE &

KA, LR mE H TR HIV RERANA, LHEHSESEN TR
WERA, BEKHIV EENEZARE, Hk, REYEN HIVEEETHEDT
HIV B HPR I, BTE HIV B2 #55 HAART 677, A s K HIV £ A
BFHRAT, B HIVE X RE, MWL, 2014 6 10 A, B4 E R AL E
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#5727 2015 S d LEAEER =4 90%” Brig BAREE, B: Q0% Rk % i 3T
i g TR SR, 90%EZ VW R EXTUREIEIT; 90%HE: % A
FETHRRERERIWH BT EZ RSB P FENEE, LF X EERF
HREF|T 2020 .04 T E LI mm AKX E B AR, TG F 6T RAK A g 2 fml2l,

B TasP EZIEHA LT Z kAL, H/5, ehpaA#MZm. B, FESEM
£ B RS FFLFRF EHAKK, 2016 £4 K, MEENTELANILKER
TEHEERAMRE - AZIABFAELERAKNZR B “=A 90”7 Fris B 47 E
Ko WIS AN SR T A A BIE ERES AR, FiTEALE 10%
HHIV R R RGEOW; ARV HIV RS HF, 99.8% HIV &35
SR, H 97.1% R ARV F; %) 2015 4 12 A 31 H, 6946 L HIV &
#, 95.1%" HIV R %# #% HAART 677, 7 H 6395 L £ # % HAART 677
BB AT 6 /N A, 6053 fr (94.7%) EE4EBE T HEME CREREMT 50
HIV-1RNA 3 IU/mL) o ¥, — TUE 78 48 P14 b T2 R B 0 DX AT By oy e AL 3T BRI
% HPTN 071 (PopHAART) 4 #1 — 4 By 3 ¢ 45 £ B8 o), KX A UTT (universal testing
and treatment) 77 & T —F J5, 1T K27 78% 5 1 Fr 87% 4 M HIV R 3 3 40 E
CHHIV BEORIL, AXBARES, K4 T3%EEEZ T HAART 677 #—F
HWT R B2 X BT EEAE % HAART W7 HIV R 45 )\ — 45 BT B 4493 7% 2|
7 61%. ZA R BN, EHKEEHITT —FWETZEN HIV THE, 5k
X HIV &g T #E T HIV R L FIEE R E —A “90” BT,
FMREREEEEERL. REF A “90” HitERLEELE, HEZHREX
HAART 67 8 Ll 4 B B A 5. 2016 48, o B B KB KRR ELITATENB L
HEETT. B REGSFIHAL HIV REFEEK, FUHRBETRREREE R,

CRFO1_AE FthEUR 1 38 . BRI, Fomdt Eila®, B ai 8% HAART 67T
HIV/AIDS 55 | 5 18 A — 3 4 & 2 % CDA+T 4 ffi it %k =350 AM/ul £ £ =500 Ml
MEH; BRZ HIVRTEARZFEE, BRWAANGHMHERD, ETRIEM
MNEZ, RAMALEHADE M, ER/ET7RKKELAAEEA, Kzt + EEHu
WATE, AoEHKL, PEFMKETRIELL, BREHHIV BREH X E X,
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2020 ik %] “=A~90 Frig HAR” HEE M HE T,
REfEd

WA RO HIEE XA, FHERE HAART B T L m & W& R
BA, BRELFERLT, —#H4 HIV BH &R ZHH B CDA AT & 3 %% 3§
W, MaWREFRFHEXNEIEMFLED, RERGKAMEE, BTHAE
B, #—FRBREMFAKES, WHLEXS, S EHRARFETHRTEL
W AERR [ B S O — PR K S B MR, A EBT W ARRSHRE, W
o ub R E B, 0 B R RR, BB R, DUR R M R BE A
B M RERE R R, Ft, BRFEER S ATRFETICR, AN BRI
WA, XREH N BN L m RN ER EH A AP BREH AR E
HEFRSEH, RARMRNXFSSH, S5 EHNERFENE, ittt
AU BEEE R AR ANBEZIRREET, ANTREBRRENERE.
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