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Abstract

HIV infection is closely associated with the disruption of the intestinal barrier and the displace-
ment of microbial products. Intestinal microflora dysregulation caused by HIV infection are gain-
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ing attention. The current research is focused on understanding the changes in gut microbiome
following HIV infection including the composition of the gut microbiome and how they interact
with mucosal immune cells to cause systemic inflammation. This paper reviews the relevance of
the present study of the relationship between HIV infection and intestinal microflora dysregula-
tion and the intrinsic link between dysregulation and the pathogenesis of AIDS. The data will gain
a better understanding the mechanisms of the microecology-related immune activation and drive
systemic inflammatory response. Thus formulate differences treatment options to improve intes-
tinal microbiosis, and then improve the overall health of people infected with HIV.
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1. Bl

NP AR IS 90% (1 FAE T A= W A= TG AE i B, FRONPAE B RS EAEE K, 5N H S a2 .
Jigr 8 H R A 9 2 R AN A YR A 1 B O s AR g T s (R R G 5 (1) PR 200 B W S TR TR 4
HR MR WERAE K GIE RS A REN ARSI, OGN .. EA KRR
BPLR - BIRMPUANSER A SR, R A afEma iR, SUsmRMaEE RS
Al REfE EMERE Y. XL w8 B SN, BRI AR R R gz AR
AR Bk, 2 AN TR TE g% DU R AR E WIS I AR e s BRI [2]. fEROE LT, PR
AP 9 2 HH Ji 3 TR A 1) 503 2 5| e — BB AN U 35 8L , P B SOREVE T « REJRE L | BOBE R - 7 %
RN S BEFI « KBS RERE AL Ao L5 2 [3]-[9] . REWETUBRI] T HIV RGeS i A 5138
A 5%, HIV G 5| G I R 5 2 ATLER RN AR 25 2 1R] mT B2 A EL s 1Y, ROREASE 0 A8 S 3R &S 0,
AR I RBE G XA iE W SR Ra s, DR HIV A DG 1 a2 B0m 51t 28R OV [10] [11]. ZE
RRFETE HIV RN 5 38 A 2 2 [A0AH sz ma g pLa], BRAR DL R DA D7 T2 B OCE B 1) HIV &
G T S 8 TR T A4 RN B T 2 AR IR SRR RO WL s 2) T BRI SR T S B0 T I BRI R J5 2R s 3) Wi
TR RN PO F SR B VR T SR BRI s 4) FRATTRE TS @i v I 1 AR SR I i T, LA PR ) A
FEANLBIRIIIRE, TTEE HIV B (B A (i BRI -

2. HIV BRI mEH 5 AR 5 L

HIV EGGEIIHFE CDA+T AR 51 ™ B S R feREts, 80 R eI v v S e R IR
[12]. B BIEREAEY COA+T HALII A B A B AL — D L HAR[13]. HIV KBGO 2 T
JiE3nsE, SHOXAHESE RIEGM GRAFE LB R SR [14]. 72 HIV BRI B, s
FENBIEAH R S SN BEAT B, S8BT N CDA+T AR ERTHFE, e rb (045 24 15 50 B 1 O B AL
JSI4AAE Th17 A1 Th22 £5[15] [16]. HIV BB 5RIERAS . RO e 4R 7 (07 A2 BLECR R i
Joil b B AR 0 5k o P b e 240 I A RIS 15 A B )L 2 3 e [ A 2 HE N AR (BT 2 L) »
BETT 51 S HIV R GUIRZS R4 B 1 SOE SURE[17]. FERBEZIGTT 10 HIV G i i o A 5 4 St
G PERE A IS, I H AT DUM B 2 AR BNt e o AR LI e SR B I6 T 1 BB Th R S I T 3 2 for

il

DOI: 10.12677/amb.2021.104021 168 AT


https://doi.org/10.12677/amb.2021.104021
http://creativecommons.org/licenses/by/4.0/

KT

48

S FECHIV ERE GO R T, AR 5 — e 518 M S S R A RE A DG R AORE, e GO I
P R A 22 DA N R RE S5 [18] [19] [20]

3. HIV BESFEEFHAREL

TR HIV G 51 T8 DA SO S S R 3R, A B TR 4 HIV G B4 5 I iE
J9i . Howard Ochman % 3 [7] =5 M 0 28 B Be i B (SIV) B BB A R B, 1 SIV BGLTT 5, & H BN
i AR AR T WAL, H SIV BRGEHIOR | RS E I E A, S EEURIERCE R .
PG 418 SIV R G5 R REEE E AR A[21]. 55— HIV BITEE . HIV BTy
F VAR KIS HIV # B8 W RESEIT 1 16S rRNA IE, 453 EIR, HIV IR 5 R BRI R
ERAEAM R AR, HIV R SBURIE E R IR R A, SR R 2 R RIS I ——
X5 FARE M 738 S 51 B I B R 2 RV D B AR . A, HIV OGS i iE AR 2 ml PSR 200
FOAREE R I, EE AR B N T L YT T IR R IR A IR DA S e s (VB & BRI 55 o R E A,
i A A ) SR AT RERE I HIN RG] fizp T Y s A1, R bR L% s B A2 [22]

Fi52 b, KLE 2008 4 Gozi S5ml K HIV AR S BUIEMA S B3 . AR 98 S e i A 2%
AEHNGE B PCR BRI ATREA, KIS XA, FEARIRTT HRGLE  FEE hHL PE B0 1 S0 AT
B A ] C B T 2 22 T U AT B AN PR AT 1 55/ [ 23] Ellis 2515 IR R qPCR 22 AU P (1 i A 1 H
PR B H AR B LSRR B Y 16S rRNA [k, BFFLES LW HIV IR 1+ 8l T 4
K4 5 30 P B I GE B A H A 00, AR HIV BB e In i b AP i 1 E . X T RE S+
TR lh CDA+T g > A O &R [24] -

2013 FEEHCRAT T —ARAMFHAR, B85t BRI A HIV IE0R L 5 B i 25 2 e A EA
MRRBIB T XL TR, FERRN B i s A = FE R RSB CRIEE T SR AR BE
IV RA TAA[25]. —fOoR UG,  BRAE ST B T B E A i T8 v A 1) o =2 EQ Tk T A 0 = P2 8 o (4
LR A 0093 1 7 70 P 40 T T ) AR — 2 2 O e i 91 P T R 0 4 1) B (0 38— 28 R R R e R
PEAHRHTBE ) o HeAh, — LA W 2 U e o R A HT I e 5o 7R T R A RNB ER BT AL 2R, 1R
I7 IR 2AF P AR RIS IRATAE, IF H AT IR T 2t — 0 U IR Se U M K By [25] -

SR, HIV ORGSR IE W HE A&, BRI AMFEEUR R, Wb Kw . 3B
IRFRE AR AT, WEFEHRIEAEE, WAZNR. XLEEE HIV BEGGT ARG ST H R B 2
HRE R IL[26] [27]. — T S SR B AR 1 AR HIV UL 5 R E YT AL B IR 2 =R BE 3, T 7 %o
RELEIEST AR SEAEAEA R WA N[26]. 10 HAh i) — L8R 5T s, FEVRYT BURARIRIT B HIV g Je (i
AR TE B I = LG N [22] [28]. BOEAEREAKE B —Seii R RoR, ERIGITI HIV BE SRR
H Burkholderia fungorium, Bradyrhizobium pachyrhizi, Acinetobacter junii and Schlegella thermodepoly-
merans & FhFEFERE N, #EZ&AEREA T Desulfovibrio piger B F== 2140 [22] [29] [30].

AT TR R IMAHLE, — SR AR R HIV G5 JEBE T R 3= A, SRR 1] E 8 —
BB TG % 510 22 [RRHPE AR B, AN BRER . BERRPA . FLRRAT I . AMROIRZEMUAF IR, —SSrEsbxtia
JTRIARIATT B HIV BGL3 1285 OR 2648 B R 00 1A X 70 b R LS B B 1 1380k, o 4G — 2 B G
VTR R B R, AR a5 AR [22] [26] [27] [28] [29] [30]. Biltw, A HFFCABLE HIV B H A
2 IRIT AR T ARG S LR AT B R [29],  [FIR, FEARA AR CDA+T 40 M BRI i BE 3= 1Y)
HIV 2 N rb 7L IR T 1 3 2 L AR S A 25 =y CDA+T 41 B BORN S5 (I8 3 3k I AR [31] . A R 1K 2
JEEETE T B — LR, EPUN RSN R0 YT 5 R MR [32], X EEAUE] T PUR R 2 2 R iE
[Ep i
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JERERR ] RO ARG — e TR Eh (R P TR ) 1 41 B [33] [34] [35]. T MR ERAZ M I Bz 4t f e ) 3= 22
VR, I RV T I e N S S, R AT piEAR S Tl EEER33]. O ArIRE
TR ER 4N (U Roseburia, Faecalibacterium, Coprococcus, Eubacterium)fEjay7[27] [28]8i ARG
[30] [32] [36]F) HIV JEGAMA A FEEAR R 1%, SRITANZ A I JEBE B AE HIV IR 5 3= #IRAC,  tedan,
i 5 HAth 98 E A5 A7 G 1 Erysipelotrichaceae B R B TE TR TT BUARIAYT I HIV B AR5 b =F
FEHSSEM[22]. AiEMZ, RETEA—D R RR, £ EREE HIV BGE IE R A T E R ]
IR IWEAE SR POE YN S SIRE Syl P B

B 7 — IR E S HIV &G b & IR 3 @ A1 arabacteroides 72 J1 s 4h 28], fEVF 2 W58 45
BB, 78 HIV G 5 7 e 5% R R B T 1 8 b AN BT 1 S8 1 0, 3 R i 0@
THRFET] . XA AR SR AEA R A SR AL 2 VR T RS H R —Bii[22] [26] [27] [28] [36] [37]. —
T AE P BN R T SR B T HIV B J M B o0, L T 67 & HIV B,
For 32 N2 i AU e o 889097, S0 A 16 24 4@ BN AR RO I, XA AT 0 28468 B R A7 s B,
TE HIV G, 5 REAEN B LA R & S 0[28] . adhil, 5 A e 2 s PR — Le BT
WA SHE T MK ThRE[38]. S — BT RM, 7855 RIVERR AT b X5 T e ADUAF B7 FEAIK  T
TR AR B N0, IF B 5 R SR HIV EX[39]. XUkl a7 AR 2 EEEEHME HIV
RIS BB R R SRMHRE IS, OB 3= FE PR 52 HIV IR GY 5 1 — N AR RRAE,  [RIIN ZE 40380
SRR BRRYT G IR JE D, R HIV BRG] I 8 B B E Y v A8 i 28 /0 A — AN T s [32]
teAh, HIREES HIV B E A F R e Bom A oC . U AT B 10 3 FE RS I mT g A 58 4t 1 HIV
GG, AHSRAE TS RN N bl PO B 3= FE R3S 0 ] R 2 HIN B GL355 A O T8 993 1911 A8 A0 1) B 2 5
i) [A 35

4. BEKIES HIV ZiRHE

NT A IE AN HIV R R R M0 R, W2 REH AT T AR R R R 1
MIFEFR S HIV BRGL IR REER . 55 R s 2 F R AR 2 R G R L. b — Tt AR, FE B
T 1) 3= BE AR 5 18 BF 2 DL 38 A AKCF T s A B AZ A IO A R [32] . E—2D ok, 4HTR I 2 RE I 5 i
CDA+T ZAUHDIRAS RIMSIAR O, RFFEFME, BES QRN RS A BV R[32]. EH%
PO SRR TT I HIV G R3S i 0 3 2 A A At b Tk A B s A & RBUEE ) C R
NEEE DA B RGN SRE I FR AR BB A G . TE A A —SEAIF T AR, 285 R A B R R 5O S i R T 4
IO« FR G 98 REAH IR % Pl b LA S R 50 A E DG [40] 0 BhAh, RN B AR (A — N B 5 45
¥ 6 B R G 1A 9k B 4 TRty DA % 65 1 Wi 2 W R A0 PRI S A DG, X e 5 I il 5 4 2 A4 P2 e Ji S8 B 2
M, AL IORE S SRR B8 ME S I E 71 [26] [41]. A, HIV AR IR Sl 2L A8 10 3 S 3 i
Th22 2 i & 5 A 5 [26]. TR PHEVE B DR AE R — AR A, AR B SRAT HIV 5
(8l BRFR AR (R FRI DG R, A ILZRA A D P37 T R = B2 ) 184 0 45 285 i B PR SRR A AT T 9k 2 4
ALK S IEAH52[26] [30], 5738 M IEZE$TR innate-likeT 40 (iINKT) % 2 ik 2<[42]. #H %, HgiE
FFEFIF RS INKT 20 Bl 2 IR AR OC[42] o AR TR B T AN B2 5 A% 40 MO0 148 A SCD14. #AEhR &
YD IFN. ILL g T i 2 OEAEC[14] [41], Sk CDA+T AiMud 2 AAE G [29]. 5 e i RE
PEFH DG 40 B 1) =F B B 5 28 i 7K P R B 20 v AL /K ST (i 4= 51 11 1IL-6 AT sCD14) T i 9K [14] [27]. A
FRFT I 4R T2 BB, EFE S CDA+T 4B R IEAHXK, 5 HIV iE&HEHEAMN sCD14 £
FUHIR[31]. B KB w2 — 287 T IR BB [36], EEWM AN FE S W S AL i —RZ
B KT S R 52 [26]0 06 A — TR Fe R W, HIV RGeS R 8 . R E R XIVb. MUFFE R
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BRI B e 5 s B R SOE A I R 1 A 0K [28] . LR EPTIE, REERTFARRHI RS HIV BN
BRTEIR AR AR M, HREEARIEP ENZAFER R KR, AR ERR N EMA SN2
FE G HIV ARG BRI B AR e S WOm A SRE R BRI . EAh, ASZ TR I FE ARl 1 2 LU R OE
o AR T AR R IR YERUR SRR AR, DRI, SR RO A 5 A ) B R RE LR 51
G . SOIEECE WS LS5 1R -

5. RN ARIESEHABIZLZERNKER

B 7 T LVE A i T S AR D A R S B A SRR, 2R RORIAEE RE R VRS AR VS DhRe, 2R
fift HIV Bk R v B B ThRE LA RO@ B 1 A, RERS B8 G M R AT EAE SR REEZ K R X
R —NHT R TT S 25 203 HIV B R g BRI I 7 T BE

T HIV B A  80 F REE R PR R I 158 70 ik € UG A A0 1 1) =F BE I N [41] . 454 LARITRER:
JRATR S5 B G B IR DA K HIV A R0 o B2 TR I R IO 9, R BILRE P A mT DA A3 ik (8 S BR A0 ot 1 4
B ATREXS HIV G 51k IR IR SN BRI L EE I [43] . 1 T8 40 B 385 170 351 3 i FEL Bl 2 10 Ttk 2
FEAE T =W, SHESEREARNY S, EFE S R R A SR =, A=
I SANBKORAEREAY, RIS R0 T R AR o i LB (1) KUK [44] [45] [46]. %&T HIV R GL 5 i i A 2
DS R 0 0 I 257 08 R RS 3 V)2 Ry B dlE VR 2 0T ST ATEAT T 5 HIV IR AMA R B = H iR S
Ao 105 1107 9 2 ) 5% AR R A AT 9T [47] [48] [49] [50]. AHXT KA, XL AW FEA RN, HIV YL I
T BRI P R AR = B AT AR G S B G ) g R IR ZEL R B AN 8, R RS R AR HIV BG4 Ao
A = AT e O ) RS LR P R B R VR o R ARG = PR RE 0 AT A —— = R A B LE HIV J
YA R IR 3 BkBE SR £ i 2 TE AH 5C[50] .

1E HIV B 5 R B2 0007 I NBER) B AR YR 16S % 35 IR 4100 F 50 A I 5 5 B 4 /2 AN AT [36]
AR, HIV B AR 2 58 B H IO RSB (R K . SR A AR 1R
PAK B R A6 B R R BRI N . AR, 25 A s B 2R R L SERE B B AR Y R R R &
RAEE A A R R R T FESA R . HOX B EE P BUR B 6T I AN RE S K . XU B8 YT A AR 1)
NBERNAIE G 1 NP SAERE AR AT AL 2 RN AN T, RIAFAES 0 DRSS R S . UREEIRIT 1)
NHE A I 22 B8 AH DG JE DR ' 4R T 4 i S SR BR AR NN 2 15 77 R 2 1) B DRI I FE[40] o el ) — TR 90 2 B
HIV B2 S8 m AR ecE, XSRS REVELLTERE . SR HMERR BRI U O IR VS S5 50
T8 B R ANR],  IX R B I TR A T L A A R AR s e B SRR SRR, HIV
JRGLIE i 4 PS5 SRR AR DS A 1 A AR AR A [51]

6. RE

HIV A iz TE AR S 2 18] ¢ R B TUE AL T NIRGE D FIE B, A VR 2 AL A R bR AR AR 45 R 7
FEE ANV o W SR IZE A SR RINIE T HIV RAEE BIRRE R, A VR T ol 2 A RS mT RE XS sk
22 HIV otk R 215 o A R IE U E SRR IR G T HIV G sE R S HIV &R
HLERTESR, ARG YT BB U E S KRR EGE HIV BGLROR To R . R, i RARZE I HIV g
FHSR BIBRR R AL, TR B U R R T AR SR AIAES KM, U ZIRN TN e i E AR s bl
JEHFE JORE PR BN TR AE A S 50, SRR T BESR B HAh BT 7 ok ORI B B A 25115
B, AR BUA S FBEA AN HIV G B Jo ok (s 5 RIVE AT N SR ), 8 A X Al e5eAg vl R 2 Tk
HIV AL RERIE R 7 SRR o DRI gt 75 B3R O BB L BT SRR AR S R R I BLIEJR R . [FI e
i EE 22 IR A ST FE R R M B W) SR A S I R T T It , M TTTRR. HIV GRS N il ek & 101
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