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[Abstract] Immune reconstitution in HIV/AIDS patients is one of the AIDS research hotspots and difficulties in recent years. This
review summarizes the following 3 issues: concept and characteristics of immune reconstitution, as well as abnormal immune reconstitution
of HIV/AIDS patients after antiretroviral therapy; influencing factors and predictive indicators of immune reconstitution; treatment

strategies to promole immune reconstitution.

[Key words] HIV/AIDS; immune reconstitution; influencing factor; treatment strategy

AIDS & | HIV & 35l ek, =™ E B
REARERAEZAFL T AR, IR TR
# 78 J7 (antiretroviral therapy, ART) E £ {# AIDS
BA T A LIET AR . ART 664 1 &
HIV-1 RNA & #|, f£fn% # HIV-1 RNA £ £ 46
WA B AT, KEREZR G, BAEK AIDS
K EFfAE. B7, BT ART LiEFREN
BRE HIV 57 )E, —BAF1E ART, W& £ 54
Y 3~ A F WA LR, #H HIV/AIDS &
#HEIT 46 ART AT ¥ fe & W s e & R M 47
44E (immune reconstitution inflammatory syndrome,
IRIS) , FF#FRATERE P HFGHR LI,
241 209% ~ 30% 7 HIV/AIDS # % 75 % # & (viral
load, VL) ##| REFHHEALT, HEARGELN
gtk ER Y, FH4h, AL HIV/AIDS B4k
NEREEEZREE, EEHIAKREMAHR

[F4TH] “T=h" EERHEERLT (20172X10202101-
001-009 )

[VEHBAL] 671000, KFLRZFAAIETAERE (FF18 | 22838 );
650301 LW, =B EYINERE /8 Lzl (B0,
K R, BT, 2EEE)

[EfEMEE ] ZH3E, E-mail: 787923852@qq.com

T ¥, KXt HIV/AIDS B % %5 TN YHE £
KA 9% BHEH IR T KEFATHR

1 RESEE

11 #EEFAZNGBS 4L HIVERARKREE
F 54 CD4' T MBS AT MR D, Rt R )
B % B R W R E . 1997 LR, —H
A AIDS Wy e BN AW 3 55 1, H 2| 1997 4
*E A F R LI ART 7 DR # AIDS & # %7230
fEE 2, ROy AIDS B AU E AR — 1.
FRESFY AN AIDS AL EHNE R
% ART &, HIV fr B 24 CD4" T @ fE 38 2
CD4' T e Th b XM 7% 0 I e & ) 7
FRTHEKEEGTRBERLEF KT, X—HEY
B EAERAAR TRV MR LA IE R A,
REEHWETREMEGR Y,

ART J& & S th 5 B @ R ¥ DA 4 3 AN it
M E—AEMEANZWE~10H, FERBILE
T 4 M (CD4'CD4SRO' T 20f8) WEH 54, M
B AL LRI IR, XA B CD4™ T 48
P T HOE AniE 240 9 B H 20 ~ 30 AN /ule 5 =/t
MAS~10HE2HF, X—MBFTERMATH



* 266 - EYRIEE 2021 4°6 H30 H #5344 4538 Infect Dis Info, Vol. 34, No. 3, June 30, 2021

fl. (CD4'CD45RA" T 4affl) W3 hm, 5 9% 3k el
WERER—F, HmELAHHEH 5~ 10/ /ul
FEANBAMAERT 2F)E, SETHRE AR
2~ 5. KEHpEBH ZILKEEH ART, CD4'T
4RI RAD RS R B EF AT (>500 4D, 4
20% £ 445 CD4' T 4R 1HEL (<< 200 /> /ul) By B 2
SHIALFERGE “T &7 AL,
HEEEILREE, B CDA' T 4tk &,
AAHEERMCDY THEMWIEIKRE ™. HLRkxT
ART R R 5 B R AL, B CDA'T @l
Aogh gE B IR A Ah, RO 48 B Fn NK 48 g 55 By 05
MR A M,
12 REWEEERE FENARERREED
ART #7# #; L6y IRIS #1 K #] ART J5 8 %, 9% & KL
% (immunological nonresponse, INR) ",
1.2.1 IRIS § 7 2002 4£, Shelburne % " 5| X\
T ARE “IRIS” k# kA& ART o 1 Iy — F 4 4f
W LR AAE, XA R GAERE X ART 8] %.9% %
Gk A3 B IE KRS R B 4. IRIS A F
R —ME CEMETE” 08 8KIERILEML,
MR BT EMARKAHELRY, £ (F
E Y%y (2018 B ) 7 s IRIS &
X N AIDS B # 7% ART & %z bk £ 342 4 i
P — AR EEME, TEXI N LK. BRE
LB NREARELH mER S £ HBRR
B2 MRS TE ART 5347 & £ IRIS, 44
# (tuberculosis, TB) KA &My BATH L. M
TTHEMK. EMmERE. KE - WIREL R
FRE. HER. FARRERLESE, E6H
HBV K HCV R 3t Bt IRIS 7 2 31 4 5 25 4 AT 35 6y
EHRAME. IRIS Z HIAEART E3MNAN, A
5REBEH KNSR EALER . 7o, AARR
BOBEHEART EHAAE TREERBHNEZ X
MR KA 4ETE, I8N RIE EA KR Y. Sereti
VIR LN, EXE. FEREREINERTE,
CD4' T 40 1+ << 100 4> /ul B9 B3, ART JE204]
WIRISW R AXMMN, HEEADLEIMER. E
HNEZWRELKILT IRIS & — M 7 781 5 16
7 i HAS A EH 4 (body mass index, BMI)
Fon 41 & KF, & CRP f1 D- — BAKK T #E2
i CD4" T A it4k (<< 100 A /jul) #y HIV/AIDS #
# & 4 TRIS Fu 38 1= R 6 IH R T B 5
1.22 INR H @I, T INR#E X LG —irk.
HRHFY % KL®ENINR, K7, BT % MHF
FHEZEMAEER, GEEFRIAGRITEME
H BRI S, (13 INR 8% Sk R A R FE R P,

AR5, INR #E X4 CD4' T 20 i #k A 34
B LT o B B AL B3 hm b g B, A B A
55 INR E LA ART J& CD4" T 41 ff1 i+ $UA FE 4
BN TR EME™ ., BT LN
AR % 0 & 96 97 76 M K INR € X4 AIDS
BH %t 4~ 74 ART, CD4™ T 4H it 44k 3
350 ~ 500 A~ /. T E A BCE R B AR D B
ART B3t 12N AR 24 AN ALy B4 CD4' T 41
LT #47 < 200 A /ul; 3% ART A3t 24 N F Y
B3 CD4' T 4 fE it 4 < 350 A /ul™,

INR Wy B ENH + 0 B 2%, A& F i i
DL BRAME AR, REREAH. 2ERAEK
TE A T b 2 AL DK A B A R B K A
AE o 3x S 4 T B TR F A A AR ST A AR INR By L%
BEALT &I T, HIV/AIDS &4 ) CD4' T 40 jiL &
TG R RO BT AR AR A B
FAn A K. INR 7 AR [E B A 7 CD4™ T 40
WA F R ERIR. B ERNIE, RR AT
METAEINR, XTREHTLZMEZNESE
ER S 3 INR. Jh4h, NERENZ, FERHEH
AL A A B B9 INR £ R AL, e R B ARSEFL BT
2R EARBORHLE, R RN MR IET P,
NK 4 ffE A RR B FZAWE A ko, H
& T AT fE X S0k AR AE B R T A R A AL
BZ—. HERLN, 244 ART J5, INR £
B CDS6™"NK 4 2 H g &k, Sz LA
CD56"""NK T & 48 jff % B 4K 7% ft. t CD4" T 41 i
AAEGmmEENE, $REHLE INRP,

2 REEENFINE RTINS

21 ¥WEZE HIV/AIDS B#thhEERZTES
WEP. AHREH, 2% CDA™ T 4080 K-F 5t
GEREEAEEYW, BE% CDA THRATH
HFRZEEZTY, ZHFRE R, WA £
AR I, R R. BTV HE. ART B 3 Bt el
& R fer&E KT, & aEKF & CRP &
LAKF. £ HCV R A TB 4 5 B HFE
HEEAKRP. BZ ART W A B H, 55 KA
th, MRz ERERREL, AR LM A ART
R AT B M. SRR, ERHRE.
B EEE. B RSB IVE., Kok
BHA&E. MBEZMITH. B CRP&E. & HCV
RApFTBER Y HEL AHEZNAREZ. b
SN, R RRAR O Sh R kB Am AR I A VE AL RO
K% ART G0y ik B2, w TR
ERB I E AL, KR LR TFEEER



fLEYvRER 2021826 A 30 H 4534 % %5 3H1 Infect Dis Info, Vol. 34, No. 3, June 30, 2021 « 267 -
FTATHREEENER, BEHRA LA XREIRIY B M A A 5 o e T A kR DL K

%HﬂﬂWADS%%%%ﬁEEMWIQE%M
ERRPRINEFENFEAN AR EENH —EH
W, HGREHAML, PERE (BFRX<10g B
HIV/AIDS %% CD4" T 48 ffi i+ % B 7 6 B F 715,
BEFEZEENEENRP EELAF—FHR.
HIV 1% 7 & 2 38 T AR 5% KR Fo ART JE 77
T, HIVEBEO ARG A2 BE. YFiLE
Y, HIV 5 JE A5 HIV L3 FFF 4635 —#
By RC L, ¥ 8 CD4' T 42 HIV #h £ B )8 .
Tincati % " #F 5 & 3, 1A fofn fp 2 & oy HIV fi%
HHELECDA THMITHE Mk, #7ART &
HIV/AIDS & # W %% K & &k 71 2 7 # 5§ HIV f
TR R K. JE R E X HIV fif 7 #y 3 —
SHRLN, EEMM. MR AL,
THRARURSEER. FREERANER R
J 48 ff fn CD56'/CD3™ NK 41 g s, 7T DA R o 7% 7E
HIV i 7 & P, — Ry AR R & R G
AR P Ao i A o bk B4 48 o o q bk B2, 28
éu&iﬁﬁ&ET LEYHIV 5 E, XBE
DAL NBGYRE — AR, THEFIERTHE
HIV-1 RNA #4:8AKCF & #l Fof 5 T&ﬁ%aﬁﬂf%lﬁ
Z P, B 4N, Cantero-Pérez % ™ 5 5t & I IE &
12T s iz g AP HIV 57 & . %é%mﬁ
R AR ILSMNE . NK 20t 2 = 6y HIV 5757 % .
22 sk kEZENIEAT EAHE ART ZE 9,
HIV/AIDS # # CD4" T 41 jf, it $k th 3 m £ & 2
Z B0t i7, CD4' T 48 ffs T & (central memory
CD4" T cell, CD4-CM) # %" . ART 4 J& Bf CD4-
CM Hy3¢ futig 2 7T 16 4 M ART 12 J& .0 &2
WA, XMRATIEAEETALWET T E
R KR & R E E e R iE7 M. Hocqueloux
& Wlgr g9 3\ ok 7 HIV B 3 B #1 (primary HIV
infection, PHI) J& #/ ART & 2 HIV i 77 & fu 52
A EREEEN—NEZRAL, PHI B 3HIET .
J& 21 ART H] CD4/CDS8 th{E 5 (> 0.5) figii fm
K# (>45F) £ VLR T REQUER KE
F IR E B N AE AT . Mohamad % ™ 4 57 1A 4 F
REREEHENTMNET, £ART8~12MH)E,
Fp £ %7 th HIV/AIDS B CD4' T 41 i i+ 50 B &
FTokA. B4 LiEFMHHTEARBEHNIL
BMI # DL B 3 B A R iy ek AR .

3 RITRRE

R GEERNEEFTEA: FHET.
Mo F 89T« S EIY . MRETY . BRI IT

H 2607 &

FHG/7 24 E PHI B 3 ART. F ] ART +
%ﬁmv%ﬁﬁ%%ﬁ&HW%ﬁ A LY

%Exfﬁﬂ$MV@$%awammﬁ%
&E,E%%%fmﬁiﬁm%%ﬁimo E
F 2015 FBUH T ART #5 CD4™ T 48 g K P [R %,
L “RIEIET” RN, 2016 F6 A, FREXK
TAWXIAEFTZERSKMN (KT AIDS %%
YL 2 10T By @ ) KA T “ R ILETIETT
B RN, 2 “ At BT HIV R §e 3 F0 AIDS B %
# L ART” . B#iEIT, #% CD4' T Hf KT
WG K — R I ES R A, & IRIS 1 INR
KAENREZFHD,

4 9697 B 7E ART kgl b, {# F a i A
T, EERIGATRRS A REER, ATk L
M ERE. BRATAREFARRZ WARET
A L2, IL-7. IL-15, A K% & (growth hormone, GH) %,
7 6 o 2 A A R R T IL-2 R R
Jidr s Fn B 3G, T AU B AR A CDA' T 48
KFo ERKHTKE, IL2 FFEEFE LR
i, TR A RN LA B8 An. GH ¥ H#
B I3 R B F A A K TR TR 3 o e g 2 DA
HEBHMIR R, EREMRY ZE64E. &itE,
E =g PR ER RO R TERMSENETTH®
% v % 5 & ¥ 10 (interferon gamma induced protein
10, IP10) 7£ HIV #F LA & % K 7. P10 th 77 72
5 HIV RS WMET, K. #tREENNBRETAH
XKW, AR —ERmHE R EA Rt E T,
P IP10 ACF- 5 ¥ 4 HIV R 3o 2 9 8 77 3= B 3T 1
EH

ﬁxmfﬁwﬁ%%ﬁﬁ%%f%%%z~
AR R E R BT R E . P RURE T E.
HRALA, ié‘ﬁ'fﬁ{& i o DAER 4% M 40 4] HIV/AIDS
%%¢Wfﬁm]%m%fﬁ%@%%%w%ﬁ
HEEIBRGARNTHREIT F TR T A ET
HEERRE. &KL ﬁ&%%ﬁz%%
ART H [a] $F 4% %ﬁ&ﬁéﬁ%m,ﬁﬁﬁﬁﬁ%
HENTHEREEHR Y F.

# [E £ #2535 97 HIV/AIDS B % 7 B 3#4T 7
—BHR, BEREMKR. EFEFHULES
ART B H R B EZ P EHIET, HEKMNIE
AEERIEY, PEHLE T HEHLBEE ART F R
RNLHI ST, T REBFWAEERE, kP TR
W RIER, €% AIDS #y % & B,

H & 25 [ 76 AIDS ) I R FHBF 52 B & AIDS o



+ 268 *

fegefe &

2021 4E 6 H 30 H 4534 %

% 338 Infect Dis Info, Vol. 34, No. 3, June 30, 2021

ELIT B R /AT ERKRE, — BTN
TR K, w(XEFFEDITHEE) , X8
Y7 ML HIV/AIDS B3 I R o & #1632 (3
THEEEL™, EAEHANE, WAL
B AT RS B E S T ART J5 T &
FRMGETE D,

B, BREH X HIV/AIDS & # %5 e &

B 5 MR AL S, (BT SRR AL R e R R
HEAIBRRIGALEE, THREZFNRIRA
MENEREE, #—F 7 MM E HIV/AIDS &
H R E R R —ANEE N R

(&% k]

(1]

2]

[6]

(7]

(8]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

Mavroudis CA, Majumder B, Loizides S, et al. Coronary artery
disease and HIV; getting to the HAART of the matter [J] . Int J
Cardiol, 2013, 167(4):1147-1153.

Brelot A, Chakrabarti LA. CCR5 revisited: How mechanisms of
HIV entry govern AIDS pathogenesis [J] . J Mol Biol, 2018,
430(17):2557-2589.

Shelburne SA, Visnegarwala F, Darcourt J, et al. Incidence and risk
factors for immune reconstitution inflammatory syndrome during highly
active antiretroviral therapy [J] . AIDS, 2005, 19(4):399-406.
Erikstrup C, Kronborg G, Lohse N, et al. T-cell dysfunction in
HIV-1-infected patients with impaired recovery of CD4 cells
despite suppression of viral replication [J] . J Acquir Immune
Defic Syndr, 2010, 53(3):303-310.

Silva JA, Dourado I, Brito AM, et al. Factors associated with non—
adherence to antiretroviral therapy in adults with AIDS in the first
six months of treatment in Salvador, Bahia State, Brazil [J] . Cad
Saude Publica, 2015, 31(6):1188-1198.

HILHE, BF, ZRAE. HIVELHE AR EEREHNA:
CD4/CD8 o [J] . A E 3R HE, 2018, 24(6):643-646.
FRE . HEFRN ARG EEFRAR ] HLEER,
2003, 16(4):150-152.

FRE, TEE, BRE . XLBRNEELRINE oz E
# )] . PHEEFLEE, 2001, 81(5):57-60.

Zi, (3, kit ¥, % . HAART i 57 1 4 2 HIV/AIDS
EHpmEdaRag [J]. PERLEH 4%, 2012,
11(6):409-412.

Lok JJ, Bosch RJ, Benson CA, et al. Long—term increase in
CD4" T-cell counts during combination antiretroviral therapy for
HIV-1 infection [J] . AIDS, 2010, 24(12):1867-1876.

Moore RD, Keruly JC. CD4" cell count 6 years after commencement
of highly active antiretroviral therapy in persons with sustained
virologic suppression [J] . Clin Infect Dis, 2007, 44(3):441-446.
Zhou ], Sirisanthana T, Kiertiburanakul S, et al. Trends in CD4
counts in HIV-infected patients with HIV viral load monitoring
while on combination antiretroviral treatment: results from The
TREAT Asia HIV Observational Database [J] . BMC Infect Dis,
2010, 10:361. DOI:10.1186/1471-2334-10-361.

Hirsch HH, Kaufmann G, Sendi P, et al. Immune reconstitution in
HIV—infected patients [J] . Clin Infect Dis, 2004, 38(8):1159-1166.
Corbeau P, Reynes J. Immune reconstitution under antiretroviral
therapy: the new challenge in HIV-1 infection [J] . Blood, 2011,
117(21):5582-5590.

Kur, KL, EAEA . B AIDS E A HAART J& #7% € #
wyer R [J] . P ECER R, 2016, 22(4):299-304.
Shelburne SR, Hamill RJ, Rodriguez—Barradas MC, et al. Immune
reconstitution inflammatory syndrome: emergence of a unique

syndrome during highly active antiretroviral therapy [Jl.

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

[32]

[33]

[34]

Medicine (Baltimore), 2002, 81(3):213-227.

FEDVRA TG G R, FAREFSRREF R EE
WHFA . FEXERS T EE o180 [I]. #EX#
WM, 2018, 24(12):1266-1282.

Panou E, Watchorn R, Bakkour W, et al. Multiple eruptive
dermatofibromas in HIV: an immune reconstitution associated
disease? [J] . J Eur Acad Dermatol Venereol, 2020,
34(2):e100-e101. DOI: 10.1111/jdv.16015.

Sereti I, Sheikh V, Shaffer D, et al. Prospective international study
of incidence and predictors of immune reconstitution inflammatory
syndrome and death in people living with human immunodeficiency
virus and severe lymphopenia [J] . Clin Infect Dis, 2020,
71(3):652-660.

Cenderello G, De Maria A. Discordant responses to cART in HIV-
1 patients in the era of high potency antiretroviral drugs: clinical
evaluation, classification, management prospects [J] . Expert Rev
Anti Infect Ther, 2016, 14(1):29-40.

Saison J, Ferry T, Demaret ], et al. Association between discordant
immunological response to highly active anti-retroviral therapy,
regulatory T cell percentage, immune cell activation and very low—
level viraemia in HIV—infected patients [J] . Clin Exp Immunol,
2014, 176(3):401-409.

Casotti JA, Passos LN, Oliveira FJ, et al. Factors associated with
paradoxical immune response to antiretroviral therapy in HIV
infected patients: a case control study [J] . BMC Infect Dis, 2011,
11:306. DOL: 10.1186/1471-2334-11-306.

Yang X, Su B, Zhang X, et al. Incomplete immune reconstitution
in HIV/AIDS patients on antiretroviral therapy: challenges of
immunological non-responders [J] . J Leukoc Biol, 2020,
107(4):597-612.

Panel on Antiretroviral Guidelines for Adults and Adolescents.
Guidelines for the use of antiretroviral agents in adults and
adolescents with HIV. Department of Health and Human
Services| EB/OL]. [2021-03-27]. https://clinicalinfo.hiv.gov/en/
guidelines.

BRIRTE, Hle, A%, £ ARIAEREFRTFEHET
Sm L)1 . dedE ek, 2020, 35(4):1882-1884.
Giuliani E, Vassena L, Di Cesare S, et al. NK cells of HIV-1-
infected patients with poor CD4(+) T—cell reconstitution despite
suppressive HAART show reduced IFN-gamma production and
high frequency of autoreactive CD56(bright) cells [J] . Immunol
Lett, 2017, 190:185-193. DOI: 10.1016/j.imlet.2017.08.014.
RE&R, T, DWW, & AAFAEGRAEHFETEL
RERRDERHEARNAE [J] . PEERERFRE,
2018, 28(22):3414-3417.

M=, B, %k, % . HIV/AIDS 5 A HAART 5 0% B2
A HwE R [J] . FEL#ERER, 2015, 21(6):470-
473.

Foca E, Magro P, Guaraldi G, et al. Elderly HIV—positive women:
a gender—based analysis from the Multicenter Italian “GEPPO”
Cohort [J] . PLoS One, 2019, 14(10):e222225.

WAEE, VB, WM, % . #W4 AIDS A HAART i
BEgweRy e ERENERON [J] . FEXERERE,
2015, 21(11):922-925.

FEGE, A, (T, %.ERTEITEEFET N HIVE
ReHAAIDS B R EAEHRLY AR (1] . KA
HH 4 &, 2016, 20(12):1190-1193.

Guo FP, Li YJ, Qiu ZF, et al. Baseline naive CD4™ T—cell level
predicting immune reconstitution in treated HIV—infected late
presenters [J] . Chin Med J (Engl), 2016, 129(22):2683-2690.
Wik, F48B, T#K, % . HAART 57 8 TR £ A A
BT apeEsr [J] . fEsek, 2019, 35(2):143-150.
Cagle A, McGrath C, Richardson BA, et al. Alcohol use and
immune reconstitution among HIV-infected patients on
antiretroviral therapy in Nairobi, Kenya [J] . AIDS Care, 2017,



feReRfs 8

2021 4E 6 A 30 H #5344 31

Infect Dis Info, Vol. 34, No. 3, June 30, 2021

269 -

[35]

[36]

[37]

[38]

[39]

[40]

[41]

[42]

[43]

[44]

29(9):1192-1197.
Churchill MJ, Deeks SG, Margolis DM, et al. HIV reservoirs: What,
where and how to target them [J] . Nat Rev Microbiol, 2016,
14(1):55-60.
Tincati C, Merlini E, Braidotti P, et al. Impaired gut junctional complexes
feature late—treated individuals with suboptimal CD4" T—cell recovery
upon virologically suppressive combination antiretroviral therapy
[J] . AIDS, 2016, 30(7):991-1003.
Kandathil AJ, Sugawara S, Balagopal A. Are T cells the only HIV-1
reservoir? [J] . Retrovirology, 2016,13(1):86. DOI: 10.1186/
s12977-016-0323—-4.
Mzingwane ML, Tiemessen CT. Mechanisms of HIV persistence in
HIV reservoirs [J] . Rev Med Virol, 2017, 27(2). DOI: 10.1002/
rmv.1924.
Cantero—Pérez J, Grau—Exposito J, Serra—Peinado C, et al. Resident
memory T cells are a cellular reservoir for HIV in the cervical
mucosa [J] . Nat Commun, 2019, 10(1):4739. DOI: 10.1038/
s41467-019-12732-2.
WRE, RENE, ik, & EEIUE 69T P AR e
FHEENGSEAIAEEL ] . FERFFR (EFHO
2013, 38(5):537-544.
Hua W, Jiao Y, Zhang H, et al. Central memory CD4 cells are an
early indicator of immune reconstitution in HIV/AIDS patients with
anti—retroviral treatment [J] . Immunol Invest, 2012, 41(1):1-14.
Hocqueloux L, Avettand—Fenoel V, Jacquot S, et al. Long—term
antiretroviral therapy initiated during primary HIV-1 infection is
key to achieving both low HIV reservoirs and normal T cell counts
[J] .J Antimicrob Chemother, 2013, 68(5):1169-1178.
Mohamad Isa II, Abu Bakar S, Ab Rahman Ak. Ethnicity as
predictor of immune reconstitution among Malaysian HIV—positive
patients treated with highly active antiretroviral therapy [J] . J
Med Virol, 2020, 92(8):1173-1181.
Li X, Ding H, Geng W, et al. Predictive effects of body mass index

[45]

[46]

[47]

[48]

[49]

[50]

[51]

[52]

[53]

on immune reconstitution among HIV-infected HAART users in
China [J] . BMC Infect Dis, 2019, 19(1):373. DOI: 10.1186/
$12879-019-3991-6.

Buzon MJ, Martin-Gayo E, Pereyra F, et al. Long—term
antiretroviral treatment initiated at primary HIV-1 infection affects
the size, composition, and decay kinetics of the reservoir of HIV-
I-infected CD4 T cells [J] . J Virol, 2014, 88(17):10056-10065.
B, hibE, Ea4E, . FLAFLET AT HIVE
B4 CDA/CD8 et itk & (1] . F B X# A5 m, 2019,
25(9):891-894.

A, EHE, F KA IP10 X HIV/AIDS B %72 56 1k F 8y
bk (1] H3mER, 2018, 31(6):505-510.

Jiao Y, Zhang T, Wang R, et al. Plasma IP-10 is associated with
rapid disease progression in early HIV-1 infection [J] . Viral
Immunol, 2012, 25(4):333-337.

de Jong W, Aerts J, Allard S, et al. iHIVARNA phase 1la, a
randomized, placebo—controlled, double-blinded trial to evaluate the
safety and immunogenicity of iHIVARNA-O1 in chronically HIV—
infected patients under stable combined antiretroviral therapy [J] .
Trials, 2019, 20(1):361. DOI: 10.1186/s13063—-019-3409-1.
Lederman MM, Funderburg NT, Sekaly RP, et al. Residual immune
dysregulation syndrome in treated HIV infection 1] . Adv
Immunol, 2013, 119:51-83. DOI: 10.1016/B978-0-12-407707-
2.00002-3.

Li X, Li H, Li C, et al. Traditional Chinese Medicine can improve
the immune reconstruction of HIV/AIDS patients [J] . AIDS Res
Hum Retroviruses, 2020, 36(4):258-259.

Wi A, BEF, WAL, TP EN G ERIE KRR
LG EEL [J] . dFEHLE, 2018, 33(12):5285-5289.
R B, Rl X, % P ERE A HIV/AIDS £E &2
TRHREE [J] . FELRE, 2018, 59(5):394-397.

(2020-09-08 Y #& 2021-04-30 4 E)
(KX Y% El & &)

[10]

[11]

( R 260 1)
L RN A YR B T AR T T | A B B e e SR
mFT T3] AR G9RTE R, 2017, 30(1):8-10.

Salway T, Gesink D, Lukac C, et al. Spatial-temporal epidemiology
of the syphilis epidemic in relation to neighborhood-level structural
factors in British Columbia, 2005-2016 [J] . Sex Transm Dis,
2019, 46(9):571-578.

SELDL, TV FRE N RATRBHAH RIS G 1. A2 4
2016, 29(2):11-12.

H I s 4 ) O e AR R oL, AR R A 2 BT
TP o o MR A 2, v el R O O 2 B R A B 0 3 2 1 I
Tl Z o T WO, AT AVEE . AT I VIR AR A
YL AE R (2014 B[] . AR BB A, 2014,
47(5):365-372.

AR 02y, R BRSO 2 N AT
RPPGIER (015 FHF MO [J] . 305 5. 2016,
29(1):1-19.
Gurov AV, Doronina OM, Zaslavskiy DV, et al. The peculiar
features of epidemiology and clinical course of syphilis encountered
in the otorhinolaryngological practice under the present—day
conditions [J] . Vestn Otorinolaringol, 2018, 83(2):77-81.
THEME, T, JBEE, % . 2016-2017 4 [ PRI
oA [0 . FPEERATIRE AR, 2019, 40(1):41-45.
XE, HEOG, MK, 5. 2010—2016 FER S 15 XA
BEUATR AR AE 0T ()] . AR UL (5 B, 2018, 31(5):449-
453, 459.

Abdul WA, Asyraf R, Munirah M, et al. Sero—epidemiology of
syphilis in a tertiary teaching hospital in Kuala Lumpur 11 .3

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

Med Sci, 2018, 17(1):62-65.
BLE . RN T 2861 BIZEIAZ U5, TNTUIFSE, MgeE, SO
JEYLRGLHT L] . E AR R, 2020, 30(19):119-121.
S, BERSE, XM, 4. 2012-2018 AEE X T ARHTEE
CRTP T R SRR I S BB (] . By B s eieass
2019, 35(9):975-979.
Waheed U, Saba NE, Wazeer A, et al. Epidemiology of syphilis in
blood donors in Pakistan [J] . Transfusion Med, 2020, 5(1):100~
106.
2, Tk, REF, 20082017 4EH A N TR0
APRRESAT L] . M, 2019, 34(6):555-558.
Joyce M, Giuffrida R, Ramos A, et al. Mother—to—child transmission
and gestational syphilis: spatial-temporal epidemiology and
demographics in a Brazilian region [J] . PLoS Negl Trop Dis,
2019, 13(2):e0007122. DOI: 10.1371/journal.pntd.0007122.
FOCE, EMRE, w87 Pt ST B IR s
FRESHT L] AGUYRIE R, 2019, 32(5):21-23.
VFBs, BRI, WH5E, 55 . 2009-2016 AL BT T A
SCHERIREE » HGEE RN BUIT AR IERG IR S S R 22 4347 [0 ],
PERRW, 2019, 34(3):72-77.
Sl HEANZ, SLEME, 4 2010-2014 4R P SR
PEAS S0 R R A AT ()] . R R Silm R, 2019,
16(15):2144-2146, 2150.
ek, EHE, O, S BT G A K G 4
Hl s mE T [0 . BURBIBTEE 2%, 2019, 46(6):1109-1111,
1133.

(2021-02-20 Yiekid 2021-05-18 & [EDD

ORI fRfEsR)



