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Effectiveness of Highly Active Antiretroviral Therapy in AIDS Patients

LUO Jianyong, XIANG Zelin, XIA Zhonghua(Jiaxing Center for Disease Control and Prevention, Jiaxing 314050,
China)

ABSTRACT: OBJECTIVE To observe the effect of highly active antiretroviral therapy (HAART) in AIDS patients.
METHODS Information about the variations of CD4'T lymphocyte, hemogram, biochemical indicators and occurrence of
adverse reactions of 90 AIDS patients with HAART from 2004 to 2011 were collected by retrospective survey, then the curative
effect of HAART were analyzed. RESULTS The level of CD4'T lymphocyte in 90 AIDS patients increased remarkably with
the increase of treatment time and was peaked at 24th month(204.32+124.15)uL™". The CD4" T lymphocyte growth were various
in different baseline group, the treatment were significantly effective in various periods among group with baseline CD4'T
below 200 pL~!(P<0.01), long period treatment (above 6 months) reveals relatively better treatment effect among group with
baseline CD4" T lymphocyte above 200 pL™'(P<0.05). The CD4'T increase were different among different baseline groups, =

200 pL™" increased more than the <200 uL™' group. There were significant differences in the lymphocyte, hemoglobin, platelets,
glucose before and after antiretroviral therapy(P<0.01), but not in the white blood cells, alanine aminotransferase, aspartate
aminotransferase before and after antiretroviral therapy(P>0.05). Adverse reactions were most appeared at 3—6 months after
treatment. The most frequently occurring adverse drug reactions were appetite changes, nausea, vomiting and rash.
CONCLUSION The HAART is effective among 90 AIDS patients. The patients who meet the treatment standard should

actively receiving antiretroviral treatment.

KEY WORDS: AIDS; highly active antiretroviral therapy; CD4'T lymphocyte
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HAART)/E I il HIV &L 74T DL SE K G
WD, RIS L RENEM, RE R4
iy B 2003 EIFA W HAART WA, X0 F
2004 AFXFFF ORI AR MEN AIDS B HEAT B
HAART V897 o I AFE N AN SR 25 i 24520 7 A
Jo 1~d SEARSE IR VAT T BT VR A L),
{HIR/DAT HAART 4 FLL BT . 80 5
217 2004—2011 4F 8 4F ) HAART AT,

1 #ERSHEE
1.1 — R

2004—2011 5% 2% 114252 HAART 81k 90
B, A5 82 #11(91.11%), % 8 #(8.89%); ik
18~72 %, F1#(39.81+10.58)% ; L4kl A
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I3 12 490, TIL3 540, IV 1495 JE2k CD4" T ik
EL40 T 1~455 pL™', “F34(122.28 £92.68)ul s
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2 0 R bR R I A A VAT AR R
HIV HUAEPI08 . #IE IR (WB)I& B PE, CD4™ T
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#1(6.67%); K DAT+3TC+EFV J7 & 4 1](4.44%).
1.4 BEV KU SRR

WY 1, 2, 3 MHRUEREE
SE BB DT A I B CDAT T kg I
JHDhfe M AEAG . IGE K 55 A S FRAr, Bl IR

LA R N
15 Seil2#abe

W Excel #2504, SAS 9.1 #AFAb3 £k
i, THETEA X s ERoR, 2 B t &
5, ZHBBCE T 0. P<0.05 hERE

#1190 ] AR HH CDA'T kB 41 i 30 b
Tab 1 The changes of CD4" T lymphocyte in 90 AIDS

giil e Lo
2 H#R
2.1 CDA4" T kB0 f - H K 175

90 #il i # 4 HAART J&, BlEAEIGTT I 8] (H 15
T, CDA™ T kg g ¥ 5 2l 8 Bk ia, 15 4
HITFE CD4" T bk (40 bt 5 7 i 1) i K 48
Ko, 18 AN YT R CDA™ T bk 2 40 i 52 /N F B
ZH5 24 AT FHE B (204.32 £ 124.15)ul
Bl J5 485 1 e 2 T8 9% (b HE A D [R] U9 3R ER
0.153 7, F=6.57, P<0.000 1), %% W% 1.

I RE A BB CD4™T Kyl %k CD4™T ¥ %/uL™! CDA™T 4K H/pL™! b 1 F 1l Pl
0(JE4k) 90 90 122.28+92.68 -
3 90 73 181.21+115.51 61.66+83.56
6 90 62 207.22+105.52 96.67+88.83
9 90 51 223.76+108.36 97.33+74.50
12 90 65 228.04+106.72 115.35+103.18
15 90 29 260.69+124.14 167.34+117.79
18 90 40 242.33+129.67 133.65+93.54 01537 657 00001
21 90 24 261.10+116.61 163.90+97.56
24 90 25 274.72+130.90 204.32+124.15
27 90 9 318.89+129.68 193.00+154.72
30 90 10 258.10+123.35 152.90+133.96
32 Kbl k 90 9 259.33+108.13 141.67+113.47

2.2 ARRIHEZ 4] CD4A™ T Wk 40 - Hiost Ko vl
%F 90 ] 3 FLgk CD4™ T Wk 41 o 43 41 )5 1k
7 A IR 36 97 By B 40 BT R B, <100 pL™' 41 A1
100~199 pL™" 4189497 W B CD4" T bk EL40 i 1%
PI B H, HAART 97 R W35 (P<0.01); =
200 uL~ AVAIT 6 S H LA E&IT FE CD4” T #hE 41
M B K 5L AL E R IR X
(P<0.01); [F]—y7 FEAFIIEL A 30T, 12 HIT

T2 TREEEZA CDA THEAEBITHEMFERLXLS)

PRI AN )L 2R 20 2 [7) CDA™T bk C8 40 o 3 KA 10 2
F(F=3.79, P=0.028), #t—X} 12 Hy7F 2 4i4H
H B R B, 12 HI7FERE, <100 pL™ 41H1 100~199
ul ™ 22 AT e 2 i X (=614, P=0.016 3);
<100 pL™" ZHH1 100~199 pL™' 443 4<200 pL™!
4, 5=200 uL ABE—B I, 2R G
X (t=2.64, P=0.0347), =200 uL™" 413697 BRI T
<200 uL™' . ZH I 2,

Tab 2 The changes of CD4" T lymphocyte in different baseline groups(X £ S)

CD4'T 4341/ Hk 34MAH 6 1™H
pL! 1% CD4"T/uL™! e CD4™T/uL™! [TE CD4™T/uL™!
<100 40 41.40+25.80 33 116.40+89.25" 32 156.30+95.09"
100~199 33 146.58+30.68 28 199.82+89.61" 21 234.17+81.74"
=200 17 265.41+70.27 12 316.00+105.60 9 325.39+71.88"
CD4'T 4341/ 9M™H 1244 >13 4 H
uL! e CD4"T/uL™! e CD4"T/uL™! kA CD4'T/uL™!
<100 21 144.02+75.79" 31 193.55+107.80" 31 229.86+110.62"
100~199 21 248.95+90.42" 26 230.05+80.87" 27 286.45+107.02"
=200 9 351.06+44.82" 8 375.25+84.77% 5 418.43+116.57%

I G4, PP<0.01, PP<0.05
Note: Compared with the baseline group, Dp<0.01, 2P<0.05
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Tal 3 The changes of hemogram and biochemical parameters before and after HAART

A i WBC/x10°-L™" Lym/x10%L™" Hb/g-L™ Plt/x10°L7 ALT/U-L™ AST/U-L™ Glu/mol-L™

EA 73 70 72 71 72 71 60
HRIT AT 4.77+1.90 0.68+0.86 125.02435.59 166.13+75.42 31.67+24.64 28.69+21.91 3.9742.91
HIT R 4.98+1.45 2.10+1.41 138.14+15.54 195.68+71.70 37.48+38.47 36.13+35.27 5.37+1.26

T STt PP<0.01
Note: Compared with before treatment, "P<0.01
3 iTig
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HE: BB it C REEG(CRP)M AR KA X (CAP)YH LB ML, ik MEXZEEREAIS 2011 452 A
—2012 4 1 AH460 B F AT AL, shnif3E1349 611 4 B F 347 =B 547, CRP & A QuikRead CRP Hrif 5 #7
B, ZER 611 4 B4 CRP ¥ 394 #l(& 64.5%), L PHEEHZ L 16.50%(65/394), W/ CRP E4 65 217 4] &
FP, MK & 4.15%09/217), AR RHTEHP<0.05). % CRPAE>30 mg L' b, 4H 1/5 898 F4 WA X, CRP
f5>50 mg L' BF, LA 1/4 89 BE VW H A K. CRP ARG &3k X9 Wi a9 4081 A 87.84%, MMEFAMAAE 16.50%, F
MFRMAIERE 95.85%, LHIE E A, CRPK-FL CAP 65T A — ek tk, M BIEFRMALE &,
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Diagnosis Value of C-reactive Protein in Community Acquired Pneumonia

TU Yinping, WANG Jiuling, WANG Jing(Department of Infectious Diseases, Xuanwu Hospital of the Capital University
of Medical Sciences, Beijing 100053, China)

ABSTRACT: OBJECTIVE To evaluate the diagnosis value of C-reactive protein(CRP) in patients with community acquired
pneumonia(CAP). METHODS A retrospective study was performed on 611 randomly selected patients in fever clinic of
Xuanwu Hospital during one year(2011-02-01-2012-01-31). All patients were detected by the QuikRead of CRP. RESULTS In
611 patients, CRP was elevated(>10 mg-L™") in 394 cases (accounting for 64.5%) in which patients with pneumonia accounted
for 16.50%, while 217 patients with normal CRP level(< 10 mg-L™") had low proportion of CAP patients (accounting for 4.15%).
There was significant difference(P<0.05). When CRP levels >30 mg-L™, there were about 1/5 patients diagnosed with CAP, and
CRP levels >50 mg-L™", there were about 1/4 patients diagnosed with CAP. The sensitivity of CRP on the diagnosis of pneumonia
was 87.84%. Total positive predictive, negative predictive value of CRP rapid test was 16.50% and 95.85%, respectively.
CONCLUSION In fever clinic, the levels of CRP show a significant correction with the diagnosis of CAP, and negative
predictive value of CRP testing is higher.

KEY WORDS: community acquired infections; pneumonia; C-reactive protein
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