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W™E BH :é:iw,ﬂ#frm %) HIV/AIDS & # 16 R %4, 3T P EARFRL CDA ' T et i it K &
TR ER, FiE KEFHH2014 £8 A—2016 F1 A B RFWBEHAH = EEE LTS A
T 5% 69 HIVIAIDS & k6 Fat, MR & ¥ BARR, M & F5 RERA CD4 ' T e e & 2L 2B
Mo BER 54 4 & F TR KK 35 #1(64.81% ) , £ —1KR 12 #1(22.22% ) , FA= R 7 #1(12.96% ) . &tk
SRR IIAR B, AR (23 3R0K) (BB (15 $K) VAR (11 3 K) 55T =, kKM PH LT =%
K AR 18 #1(33.33% ) Fa BT 9 #1(16.67% ) \AARR 7 41(12.96% ) . PR 27 #1(50% ) , 2 P4k
Ji 20 #1(37.04%) . 5 B Ak bz, AR A CD4 " Tk Bt i it 4038 An, Th1 . Th17 & Th22 K -F
F+%,Th2 & Treg &K -F H4& (P <0.05), H-FF+ )it Th17 KP4 5 M AR R A& (P <0.05) , 24 & 4KR
CD4 " T e migit AL BRI, £ F A%t FEL(P>0.05), 5 4b @bk ks, & CD4 " T #
Bttt S A (t =2. 724, P =0.016) . CD4 ' T K Etafn BRI, A8 M A Lt B KT £ F A%t 3 &
L(P>0.05), &it HIV/AIDS 25 P EAREA L CDA' THE BRI HRALEHA—FHXER, LER
F HIVIAIDS & k94544, B HAK R4 SR CD4 ™ T k& tm it AL W45 % H5 . hm oA .,
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Effect of Chinese Medical Constitution on CD4 " T Lymphocyte and It's Subsets in HIV/AIDS Pa-
tients YU Chong, WANG Zhong-cheng, ZHU Yong-gen, XU Hai-feng, ZOU Mei-yin, and WANG
Mei-hua Department of Infectious Diseases, Nantong Third Hospital Affiliated to Nantong University,
Jiangsu(226006)

ABSTRACT Objective  To explore the correlation between Chinese medical constitution and
CD4 *T lymphocyte and it's subsets, according to summarize and analyze the clinical data of 54 patients
with HIV/AIDS. Methods The data of HIV/AIDS patients treated in infectious diseases clinic and ward of
Nantong third hospital affiliated to Nantong University from August 2014 to January 2016 were collected
and analyzed. The constitution of Chinese medicine was observed and the CD4 * T lymphocyte and its sub-
groups in different constitutions were detected. Results Among the 54 cases, 35 cases(64.81% ) were
facultative constitution, 12 cases (22.22% ) were single constitution, and the other 7 cases (12.96%)
were mild constitution. Qi deficiency (23 times ), Yang deficiency (15 times) and Qi depression (11
times) ranked top three according to the frequency of constitution. Among facultative constitution, the
top three were: Qi deficiency (18 cases, 33.33% ), Yang deficiency (9 cases, 16.67% ) and Qi depres-
sion (7 cases, 12.96% ). There were 27 cases of deficiency constitution (50% ), 20 cases of excess
constitution (37.04% ).As compared to deficiency constitution, excess constitution and mild constitution
had higher CD4 " T lymphocyte count, higher percentage of Th22, Th17 and Th1, but a lower percentage
of Th2 and Treg(P <0.05). Compared to excess constitution, mild constitution had a lower percentage of
Th17. There was no statistical difference between the rest of the constitutions (P >0.05). Compared with
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other deficiency constitutions, the CD4 * T lymphocyte count of the Qi deficiency constitution decreased

(t=2.724, P=0.016), but there was no significant difference compared with CD4 *T lymphocyte subsets

(P > 0.05). Conclusions

There is a certain correlation between Chinese medical constitution type and

CD4 " T lymphocyte count and its subsets. Qi deficiency runs through the process of HIV/AIDS, and the

proportion of CD4 " T lymphocyte subsets imbalance in deficiency constitution is more obvious than those

of excess constitution.
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MBI HIV BINZAIN , B 3 15 2 J i R 2 By
CD4 " T ik I 40 g AT P T A2, I 0 e o TR
FHREAEAK o H B AR BT o AR i i B v, 7 58 R B
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3 HEBRARUE  BEAE CAT = AP R BT A
(highly active antiroviral therapy, HAART) i 97
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SRR B PR T R A L R AR T, 4%
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6 WEHRIR Mk

6.1 HEBEMRT A F AR I 2R ) R A
HKH WELE 54 5] HIVIAIDS H 35 (0 14 5t 26 580 K 43 A
T

6.2 HIV-RNA £l M kR4 5 mL, 7 25
M4, >R A Tagman SERF2E5E PCR K], PASE [E
Roche 73 7] i) COBAS AmpliPrep /COBAS Tag-
Man 48 A a8z E HIV-RNA #ii .

6.3 CD4 " T bt 4t it K A A6

6.3.1 ArACRSE  RA EDTA Bt HE 25 R
FAESNE#R K1 10 mL,4 ~6 h ;MR A, ] Fi-
coll % BB 43 B 3 43 5 A0 & It B4 A% 41 i, 3 F 41
H A S BT R, AR Ak B 2 1 x 107 /mL,

6.3.2 HIVF S PEbUERIM  BHEE A
2 ASELH , A 2H L HIV-Gag Hi R e, 1 x
10° A F I LA A% 290 A TR AR 3 434 43 ) i A 40
BN HIV-Gag $itJi (£ NIH %, T AR &
1 wg/mL) FlF# 24 h, % 4 CUKFEZ LS
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6.3.3 WAL ARKM A DFEARR1 x10°4
AR E LA R AR 2 5 mL i (6 BD 2
A BCE S A B RS B A 2 mL 2%
FBS-PBS ¥t 2 i, A H LY (1 2 e bric o ik i 17 4
2 H YL, i CD3-APC 10 pL,CD4-PB 2.5 pL,
CD8-PE-cy7 1 pL, CD3-PE 5 pL, CD4-FITC
2.5 plL,CD25-PE 5 pL,FoxP3-APC 2.5 pL (L) I
Y182 [E BD Bioscience 2wl 3K ), mIL-22-PB
1 pL(ZEE RD systems A d]) S0 RA], WOGIE T
10 min,2 mL 5% 1 mL 2%FBS-PBS &¥:1 i, il A
200 pL MR (SEE BD AR]) & T 4 CUKFEHT LA
JIE 45 min, 43 S0 A K R 408 BT 54, 4 IFN-y-
PE 1 pL,IL4-APC 2.5 pL,IL-17-FITC 2.5 uL (DL
F#4°h3%E BD bioscience 2\ A WAL ) HEFT 41 i Py Yt
6,4 CROLIFE 45 min, Y@ )5 AL 2% s
[ 7 , FACSAria i U4 (S [ BD 2 w) ) Kl , %
iK1 FlowJo10. 0. 7 34307, 54 4L HIV-Gag
PUFERERT S CD4 ™ T bk 40 g S H W RS Bl . HIV-
Gag HulHIEUG LA R P EE AT CD4 ™ T ik I 4t il
K REAS O, X FL A« R AR | S AR i 5 7
JOT 5 B — A T e e AR 5T 55 5 R 5 5 AR Jo R H At R
(LN

7 SiiteEorik R JH SPSS 19.0 Siit il
PTG A B R ER L x s FR, HBUR KRR
FHEDHERIR . PR LR AR AL /50 £
1) L e i T B0 PR R 22 43 B, A 1) B 4 HLSD
B MHEE ER AR AR S B I g3 5 114
VR A x PR, P <0.05 N ERAH G

# X

1 WPEKFU R 54 B PR R R
35 15 (64.81% ) , B —{A& 5T 12 17 (22.22% ) , “F-Fl i
7 11(12.96% ) o FE AT H AU SRR 0 (23 AR
FHAE T (15 J) VSR (11 450K 43 51— 54 Bl
B P E AR THER BT =N SR 18 $1(33.33%) .
FHEERT 9 1511(16.67% ) SABRT 7 171(12.96% ) . %A

JHE S 4y Mg PE AR BT 27 6] (50.00% ), S 1 A B
20 f(37.04%) ,

2 HIV-Gag L/ Hl3#HiT/5 CD4 ™ T itk EL 40 g &%
FOURHE O (2 1) HIV-Gag Ht T, &
H CDA " T ikt 41 By S HOW A% O EL 8%, 22 57 e ge it
FEX(P>0.05),

3 AFEIPEMRT CDA " T ik & 4 i S = e
W HIV-RNA # i L

3.1 A AR CDA™ T ik & 4t ff 1 %k %
HIV-RNA # s (R 2) Py A4l HIV-RNA
M (2.53 +0.74) x 10° lU/mL, & & 4.2 x
10° IU/mL, {% <100 IU/mL, &K% HIV-RNA # &
Fei, 2R S F (P >0.05) . 5T
SRR SR CD4 T T Ik EL 4R A i (P <
0.05) , THA & AR CD4 * T ik E 405 e, 2%
FRIEGHFEX(P>0.05),

R2 KJE CDA T HkENH 8 %
HIV-RNA #atbd (x s )

CD4 * T ikt 41 HIV-RNA #k
TRER P TR (ML) ( x10%IU/mL)
EPEAR 27 49.40 £40.22 2.42 £0.78
SR AR 20 170.70 £105.44 * 2.78 £0.45
R 12 98.25 +98.27 2.56 £0.67
Hede pA i 35 97.62 +93.43 3.02£1.08
A 7 173.22 +148.81" 2.54 +1.12

SR FE i, *P <0.05

3.2 AFEHEMAET CD4 T ik 40 i W B 17 I
P (3% 3) 5 8 M AR T b, S0 1 AR 5L O F0 T
Th1.Th17 K Th22 /KF-Ft 5, Th2 K Treg KF-REAR
(P<0.05)., H6HE Th17 7K - 45 52 1 1A 5 ik
(P <0.05) HA#& A5t CD4 " T itk 2 40 M S 3% L 4%
ZR TG E L (P>0.05),

3.3 AT R At PEAA T CD4 T Ik 4 i
FOLWHERE O (2 4)  5HAM R AT K, <
HEJTE CD4 ™ T Ik EL 40 B TH B R AR (t = 2.724 P =
0.016) . CD4 " T bk EL 20 jitd SV B Lb 45, <k o S LAl
REVER T 22 R B84 8 L (P >0.05) .

F 1 HIV-Gag b Hl#HAT/E CD4 ™ T ik AN R H W BRI S LR (x5 )
s CD4 " T ke 4 M it 4 (Al ) Th1(%) Th2(%) Th17 (%) Treg(%) Th22 (%)
BN 110.94 +120.09 7.72+11.90  6.74%10.25 4.95+7.73  35.12+12.70 14.56 £21.77
HIV-Gag it J5iH8 117.91 £135. 31 5.82 +7.47 6:89'+9.90 4.61+5.94 - 138.23+10.35 17.52 +22.37
t 0.283 -0.984 0.077 -0.256 1.395 0.697
Pl 0.778 0.323 0.939 0.798 0.166 0.487




-1308-

rp [ Y P A 2k 2017 4E 11 45 37 #4511 33 CJITWM, November 2017, Vol. 37, No. 11

R3 AMPEMRFE CDA™ T kB EAEL LLE (%, x5 )

3 Th1 Th2 Th17 Treg Th22
REPER R 5.26 +4.46 12.81+£14.35 6.53 +3.61 11.95+£1.73 7.46 +8.63
SRR 11.90 +9.74 " 6.09 +4.27* 10.34 £6.33* 6.15+0.26 " 15.59 +7.77"*
B — A i 12.35+19.93 10.17 £16.45 8.49 £12.97 10.16 £2.12 12.19 £11.29
e A 11.76 £17.11 10.31 £16.70 8.89 +14.14 10.15 £1.98 11.20 +8.83
PRI 14.77 +8.77 " 6.71+5.79" 6.92+2.86"% 6.22+0.89" 14.56 +14.66 *

IR AR, * P <0. 05; 530 Lk, ©P <0. 05

x4 URFRMIAEERT CD4 T RE AN SRR (X +s )

T CD4 * T ik 415k Th1 Th17 Treg Th22

” (AMul) (%) (%) (%) (%) (%)
SR 21.18 +18.98 4.55+3.38 11.79 £15.44 6.12 +3.71 10.95 +1.87 8.55+7.12
Al 1 A 58.44 +52.36 " 5.88 £4.41 14.13 +12.25 6.89 +2.98 11.36 £2.13 9.15+8.06

T SRR, P <0.05
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