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Abstract Objective To analysis the clinical characteristic and prognosis in 450 patients with HIV/AIDS and renal function dam-
age. Methods We retrospectively analyzed the data of epidemiology and clinical characteristic in 450 patients with HIV/AIDS and renal
function damage who were hospitalized in Guangxi Center of HIV/AIDS Clinical Treatment. We recorded the critical clinical events, all —
cause mortality and readmission rate. Results (1) Among the 4328 cases of HIV/AIDS inpatients during January 2013 to December
2015, 450 cases were complicated by renal function damage. 90 cases(20% ) were with acute renal damage, and 360 cases (80% ) were
with chronic kidney diseases, with an incidence of 10.40% . The rate of highly active antiretroviral therapy ( HAART) was 62% . The
monitoring indexes of clinical prognosis were as follows: the incidence of cardiovascular event was 29.3% , the incidence of the renal dis-
the all — cause mortality was 11.8% . (2) The classification of ab-

eases in terminal stage was 12.2% , the readmission rate was 30.4%

bl ’

normal manifestation by pathology, etiology and radiology was as follows: 136 cases of glomerular disease, 123 cases of vascular disease,
105 cases of tubulointerstitial disease, 58 cases of cystic disease, 28 cases of infiltrated disease and miscellaneous disease. During the 360
cases, classification of chronic kidney disease increased as the increasing levels of HIV —1 RNA, 24 - hour urinary protein, serum cho-
lesterol, Cys C and CA —125. While the the CD4 " T lymphocyte count and serum albumin decreased. Conclusion The patients with
HIV/AIDS and renal dysfunction varied by abnormal structure or function. The causes were complicated. Pathological and radiology ab-
normalities were often seen, mainly shown in chronic kidney disease. It was related between renal function damage and HIV -1 RNA
quantification, CD4 " T lymphocyte count, serum albumin quantification, serum cholesterol, Cys C, CA - 125. The treatment mainly con-
tained of comprehensive therapy of internal medicine. HAART and dialysis could reduce mortality in terminal stage of renal disease.
Key words Acquired immune deficiency syndrome ( AIDS); Human immunodeficiency virus associated nephropathy ( HIVAN) ;

Renal damage; Clinical etiology; Prognosis
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2. B A 47 S B BRI 38 % 5 ) IR 25 5 T e
AR BN« SO IR IR AR W EE 76 1] (16.8% ),
PEZRAE 182 51 (40. 4% ) , i ik W 35 91 2 + PR i 428 56
B (12.4% ) , 5 M@ Hl & A 26 7 B (1. 5% ) , & 1A%
2 41(0.4% ), HoAh B 127 1 (28.5% ) . HIV/
AIDS 4 JF B D RE0 T 19 F UL AE B D9 R W #E s 76 i)
(16.8% ) , B 15 #1(3.3% ), B &t 2
9 (2% ) 5 4 I v 1l FE 58 (12. 8% ) M IR % 32 14l
(7.1% ), =& + BE PR 22 1] (4.8% ) , & IF HCV
Y 20 ] (4.4% ), HL o MR R 88 i
(19.5% ) o I BRAE 7K B 269 ] (59. 7% ) , B &L

- 97 .



J Med Res,Oct 2017,Vol. 46 No. 10

K 216 1] (48% ) , T IR FH I 414 45 (92% ) . %)
1ZH CD4 ™ T bk I 240 i 4% o F- 1y [ 286. 00 £112. 36)
x10°/1.,(36 ~716) x 10°/L], H:dh =350 x 10°/L #
136 ] (30.2% ) , =200 x 10°/L ifif <350 x 10°/L #
112 5] (24.8% ) , <200 x 10°/L # 182 1 (40.4% ) ,
<50 x10°/L % 20 5| (4.6% ) ; HIV — RNA %5 2% &
W44 632. 12 +892. 64 ¥ /2 T}, f KK FH < 66
UL/ 2T eE ok 6.87 x 10° ¥ 0l /2=, % M6 2
18 5 DR 40 AR o 4 28 AME B B E 90 1 (20% ),
151 B 95 360 1] (80% ) ; Fic HR g B s R B 52 8 % 5+
PRI B /INERBEE 136 9], i AR 123 ],
AN R SRR 105 1], PR 58 ], ¥ 1 P 5 e A
oAb 28 3],

MRS RGN SR (B 1 & 2) :450 f]
HIV/AIDS 4315 o fe #1 & B % o 226 4] (50.2% )
KNS VR, 5 2R B A8 T A G 12 )
(5.3% ) o BIFHLEHERY: 623 Bl K, £ h ik & Sk
Y, B TR T ML 2 P R 196 91U L 41 B T BIL 2 Tk
Je 171 IR ik e IR (EB i 8 13 1] 20 I 75
17 {5 VHCV Ji 7 23 il | 1T #4504l 96 92 95 75 21 f),
fbs 15 151 ) 89 81 ¥k | 25 4% 43 BT T IR UL 36 511K L =5 B
27 IR AN B D R T 112 B, AR AR T B R
DAL 2 T TR e 11 2R 40 % e IOy Sy I W S SRR e T Ak T
SRS I BROE R Y | B PR, O IS AR IR |
TR IR SRR G TR AL 43 S Sk il S 146 4]
UL 121 B Al 4 B M 4% M B2 0 88 K
H W E 72 UK i vk g (T ILAE ) 62 5 U r R Al
LR GG 33 K | R B UG, 65 191 UK L IR B
SR 52 il MR EBIER G 19 Bk B AR AL 27 K .
FOrp R A 1.2.3 4.5 Bl JE K A B9 T 4 50 R 67
#1(29.6% ) .53 fi] (23.4% ) .50 ] (22.1% ) .16
(7.1% ) 13 B (5.7% ) 27 41 (12.1% ) , iFp LA_E- 955 i
[P b7 70.4% o 1.2.3.4.5 AEA7 G 5 51k 62
Bi(27. 4% ) .72 4] (31. 8% ) .35 f (15. 5% ) .31 {4

(13.7% ) 26 i](11.6% ) ,2 > LA_L-&5BA7 L 17 72.6% .,
200

180 |

’ 160

_F_:-/\ =
= 120
#

Bl BRRGEAHNSERREEK

.08 .

B RIS

W i kit

[ BT

0O & ik

W i A
0 Hpet

B 4 57l
0 A5

W =z

& HAl

B2 BRGZAHNSURBRROREITHH

4. B RZG ALV, 58 I RESF AT REAE O
A AR BIL 2 PR <O L A8 0 O R E At T S
2R B AL O AR AR 5T 42 B, B bk o A AL AE 16
B0, B A BT ZK AL 72 Pk, B LA RS 2 46 3, B
FEVE WA PRI B B 45 41 108 K PRAG 25 41 64 V5 iR
8 BV, B A b 26 5 IR 22 kP R i 12
UM PE A SCHE B 0 37 Bk, BT B 2R G AR S 1
UC, L2 PR R < AR A B ik L2 S 0 R B PR 3
1, HIV AR SC PR 12 10, Hofl 76 F1¢

5.360 {7118 Vi B Ik £ B DI RE XS CD4T T
IR L 20 T R HIV g 5 2 KPS 8 s U AT
18 PR D RE R MR 360 ), R4 CKD ' Zh ik 43 4
G, 185 i ,G, 151 98 f4i], G, ] 134 f5i], G, 1 43 {1,
AR R AR R RSO 1 R TR R B A I AE
FHEAR R ZEF LG =B X (P <0.05),
B B D RE AT I, D RE 2> S0l , SBP VHIV ~ 1
RNA E 84 LTH#E#H, Cer .CD4™ T L0 B
ML FE O BR B, 240 JR 8 H 2 S AE
B CysC.CA - 125 f8hpTthmtadh . HARTRILER 1,

6. HIV/AIDS & Jf & 2 g 1 3 & #3677 U 48
B3 AT A bt HIV/AIDS & 3% B ShRE 3t 3% B F iR T
Fi2 RO [ J Y 0 24 S5 HfE A HIV A G M B 98 IR 9T 48
B AT E BRI O — AT R A
Fr AR QB BUMER G YT s O ACELIRYT ; @4 il
Je, R n) fE 5 i i s i T 130/80mmHg ( ImmHg =
0. 133kPa) ; @ZIEFL M ; @/ . HAART 3697, 546
ItHe 52 HAART 3R JT 279 i) (62% ) , A 78 fil47 Ifil ¥
BRI .8 AT AN, TE R E . M6
A LLE HAART 3697 226 4 F $: % HAART R 97
171 5] (38% ) o A BFIGTT , T EE XA G R
PR LAl S OF R AE 5 AT 28 206 9T, B AR 47
B IIRE , SE 52 ME B E R . FF & HAART 697 8
H MR GT HAART G 97, % U0 e 0T ) g 2 pL
PRGLPE N B DL, 28 AR S8 BT ML 9025 A M B



B2k 2017 4R 10 H 3546 % 5 10 M)
1 EBEEREEEFARAEEES REE LN ERE LR
i H G, . G, G, G, i
n 85 98 134 43
R () 46.8 £15.4 48.5 £13.6 49.1£14.7 47.6 £16.2
PER B/ L) 58/27 70/28 90/44 31/12
BMI(kg/m?) 18.6 2.2 19.4+2.8 19.8+2.6 21.2 2.7
SBP(mmHg) 136.68 +11.4 143.82 £11.8 " 145.82 £12.0° 146.82 +11.6 "
DBP(mmHg) 83.0 6.6 85.0 6.3 87.0+5.8 87.0+7.2
HR(%/43) 77.6 £10.6 83.7 +11.3 85.4+11.5" 88.0+9.6"
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