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[(HZE] HA WEGE 0 (coronary heart disease, CHD) A [F] MMERAARA T AN L 1 524 )
P T 41l (type 1 T helper cells, Th1) /2 F#FEIPE T 40 (type 2 T helper cells, Th2) F484k , #8115l B
T 28 B AEAS (R IAUAREIR 2T 19 A8 Ak ok NI Bk o8 e A B P A P . i A AASBE 2019 4E 1 I &
2021 4F 4 F G IREIZ w0l FR B 73 151 5 () S04 T R A A 1 s B3 20 481 (X BR A ), e o £ AR
Y& 0 7K S 43 R B FRIR ( diabetes mellitus, DM) 2 25 5] Wi &2 5 %5 (impaired glucose tolerance group,
IGR) £H 10 {5 F1 il 4% 1E % ( Normal ) 2H 38 5], I & & 20 R Ge A1 & ifi H Th1/Th2 240 VA A9 43 b e Thl/
Th2 HH S AI ML R 5~ 00 9 J3E 5 43 B A [) 200 J ST ARE 6k B #5 J9k A B2 401 S (human umbilical vein endothelial
cells, HUVEC) (8 1EH] . 858 DM 4150005 J & AP A i Th 4 7 43 He A 140 3R -y (interferon-
v, IEN-y) (R BERCHAR 2 35 T i [ Th 4HM0 A 43 b : DM ZH.(10. 13+2. 34) %, IGR 41 (6. 38+0.89) %,
Normal Z1(6. 13£1. 19) % , st BAZ1(6. 26 1. 18) % , P<0. 05 ; IF-N-y: DM £ (58.29+8. 24) pg/mL, IGR 4
(47.60+3.91) peg/mL,Normal 25 (47. 69+5. 08) pg/mL, X} fB2H (39. 18+4. 34) pg/mL,P<0.05] ,DM 4 5
Lo B AP JA I 1 A 310 (interleukin-10, IL-10) % 3k B2 48 LA 41 W BRI [ DM 2. (20. 74+
3.61)pg/mL,IGR 2. (23. 83 4. 23) pg/mL, Normal 2. (30. 03 +4. 28) pg/mL, X} BE 2. ( 35. 69+
4.25)pg/mL,P<0. 05] ; DM 2H 5 .00 95 £ 35 A9 41 J8] I B4 %% 48 B2 ( peripheral blood mononuclear cell,
PBMC) % HUVEC B R4 /F A 4x2H W i 145 [ DM 4H . (67.69+1.96) % ,IGR 2H:(78.19+4.02) %,
Normal #H ; (77.78+2.78) % , %} M4 . (77. 64+4.01) % ,P<0. 05 ], 1 DM 2H 5.0 % B & Vi B CD4™ T 40
i) PBMC X HUVEC WA ER S A ZEFTLGI2AE L. 858 BRI 0o BoE Fh 1
tp Th1/Th2 20 7 23 Ho BRH S 20 PR 7K P B SR R A, 0 L /8 DAY e 4 i P 458 400 1 P 5
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Type 1 T helper /type 2 T helper imbalance accelerates vascular endothelial injury

in coronary heart disease patients with hyperglycemia
HAN Shufang, GAO Yuqi, FANG Jie, YIN Min, WANG Zheng, JIN Qun Department of Cardiology, No. 960
Hospital of PLA Joint Logistics Support Force, Jinan, Shandong Province, 250031, China

[ Abstract ]| Objective To observe the changes of type 1 T helper cells (Thl)/type 2 T helper cells
(Th2) in peripheral blood of the patients with coronary heart disease (CHD) under different blood glucose
conditions, and to investigate the involvement of the changes of Th1/Th2 subsets under different blood glucose
conditions on vascular endothelial injury. Methods Seventy-three CHD patients diagnosed in our hospital
from January 2019 to April 2021 and 20 healthy volunteers ( control group) were enrolled in this study.
According to the blood glucose level of the CHD patients, they were divided into diabetes group ( group DM,
n=25), impaired glucose tolerance group ( group IGR, n=10) and normal blood glucose group ( group N,
n=38). The percentages of Th1/Th2 cell subsets and the concentration of Th1/Th2 related cytokines in the

peripheral blood were measured. Cytotoxic activity of different cell subsets against human umbilical vein
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endothelial cells ( HUVECs) were evaluated. Results

The percentage of Thl cells and concentration of

interferon-y (IFN-y) were significantly higher in the group DM than the groups IGR, N and Control
[ percentage of Thl cells; (10.13x2.34) % vs (6.38+0.89)%, (6.13x1.19) % and (6.26+1.18)%, P<
0.05; TFN-vy: 58.29+8.24 vs 47.60+3.91, 47.69+5. 08 and 39. 18+4. 34 pg/mL, P<0.05]. While the
concentration of interleukin-10 (IL-10) in the group DM was obviously lower than that in the other 3 groups
(20.74+3.61 vs 23.83+4.23, 30. 03+4. 28 and 35. 69+4. 25 pg/mL, P<0.05). Cytotoxic efficiency of
peripheral blood mononuclear cells (PBMC) to HUVEC was significantly elevated in the group DM than the
other 3 groups [ (67.69+1.96) % vs (78.19+4.02) %, (77.78+2.78)% and (77.64+4.01)% ,P<0.05].

But there was no statistical difference in the elimination of CD4" T cells in the group DM and the other 3

groups. Conclusion

CHD patients with hyperglycemia present obvious imbalances of Th1/Th2 cells and

cytokines in the peripheral blood, which promoting the damage of hyperglycemia to vascular endothelial cells.

[ Key words |
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e M2 SRR PR AL A e R RN R, A
WFFENESE, i E A I 76. 9% 1Y) 5 0> 5 ( coronary heart
disease,CHD) B # A IFA MM o IR Eod kit
SR, CHD & I8 JR 9% ( diabetes mellitus, DM ) g 3
AT RKI L H R ORIE M s R S, W R A
X% . CHD 5 DM Z [a] i N 1 56 5 ok B 32 31
FE MR, 2 EE N AR R A S 5 1
ORI 1 A o O FR A AL ] 3 B BhEE T
AL (T helper cells, Th) | FRAZ-EWEA0 ML B SR A 40
JHL 55 G2 20 L AT RE 2 5 Bl ikods A i 4k ( atherosclerosis,
AS) AR A PN R 20 R 1 TR 0 T B e R
Geul R B S RE S o ASBE S8 A 3 A [
ARASTT CHD b frf 1 AUATBIPE T 241 /2 A4
Bt T 49 (type 1 T helper cells/type 2 T helper cells,
Th1/Th2) (1) 42 A Bz H X A5 w8 bk 9 Bz 48 Bl ( human
umbilical vein endothelial cells, HUVEC) {45 1E A , o
— DT Thl/Th2 7S BRIRAS T X AS JEBIPER

1 #B5H®

1.1 Rt %

PEFE 2019 4F 1 ] 2 2021 4F 4 J TARGO I N
BHEBE AT I K 52 10 8, 2L B 12 e .0 A8
T3 B0 WARRIE e O 8 0E SO TR KGR 2 45 2R
WoR =1 3B A 0 Bk AR AL BE PP 1, 8 1 A8
FEE =50%, HEBRbRUE:3 > H Nz 2 ik es &
ik, O T BE A & 4 20 0 BE R % & (New York
Association, NYHA) 732 = T 2%, ™ 5 5400 JIIE 30 R0
S FNSETIACL , SE RO R , g, ™ =
REAN A S B B g% RGEP o AR B B IUAAS I 245
FA 3 4 RS 4L (DM ) 25 6] ( 55 Pk 14 4], %
PE L)) AE18 50~72(62+7) % 5 Wit i 57 4 41 (IGR

atherosclerosis; hyperglycemia; T helper cell; endothelial cells

)10 B (CTBPE T 41, ot 3 Bi]) 4 0% 48 ~84(68+14)
% 5 I IE K 2H (Normal 2H ) 38 151 ( 53 24 f91], 207k 14
) A% 42~83(62+10) % . (DIfiLK IEH ( Normal ) &
SCNBEFER G 23 IR 1A <6. 0 mmol/L HA 5 2 h Il b
<7.8 mmol/L, QW R (DM) 2 Ay BEAT: W o 4 K i
Ja 5B B A BE T OGTT i 55 7R %5 5 L B% =7. 0 mmol/L
HAE G 2 h Lk =11. 1 mmol/L, @ ¥ iif & 5 &
(IGR) & UM ABEFT OGTT i 1678 6. 0 mmol/L< 23
M5 MK <7. 0 mmol/L 8% 7. 8 mmol/L<4& )5 2 h M ##
<11. 1 mmol/L, [w] s ic A [a] $9 it i A4 4 3 20 1] ( %o
HREH) , Jo 1 11 3], Lotk O 9], AR 8 52~T71(61+5) %,
N CENES D& NI < UV o S e RIS o= Ly N A P
2 (IR AR | s B ILAE | OB S 8 I L R T
MBS . BMI=25. 0 kg/m”, /0 FEIAf
RN TR IABAR ) o A58 Uy S ik I e IR
FACHZE B oA [ (2022) BHIHMEHIH 25 (10) 5 ], BF
AR R CEZ R E A
1.2 7%
12,1 WFFEXT A A ds brAs il W FENT 2 1) 1l
VI B A B2 28 AV IRl 2 s 9k H T R s A
AEEHP A it SR [ (TC) | 5 B2 NG 2 1 H [
(HDL-C) A% FZ A 25 1 IH [E B (LDL-C) | H il = I
(TG) 25 W% (GLU) FbE Ak 1L 2126 15 (HbAle) A<
Be A A g 2= A6 .
1.2.2 ELISA *ﬁ{ﬂ‘ﬂjﬂl;’f{ﬂ:iﬂﬁﬁ-y (interferon-y, IFN-
v) E4ifii 4 2 (interleukin, IL) -4 1L-2 F1 1L-10 /K-
P A ER K AT R4, 3 000 r/min &0
5 min S5 BRI, TARSFTAEFET-80 CukAf .
FH ELISA 375 & (A8 35, iI0) A i 2% TFN-y ([ 1L-4 |
IL-2 F1 IL-10 7K,
1.2.3 % B0 BE B0 06 2 B N A AT I 51 A% 40 i
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( peripheral blood mononuclear cell, PBMC) i<
e MR I 10 mL, i A [ SR TR 1640 35 5520,
B 0T [ A R B 48 i 43 25 W ( Solarbio, 6 57) I,
4 °C .2 000 r/min B> 20 min, Ji§ &R EH 2 = F R4
L2 A S AR IR 2 ¥4 °C (1 500 /min
B0 10 min, 3 R,

1.2.4  PBMC Jfd PN 41 i 5 8, S i =X 40 i AL 53 B
PBMC 5 5% P in A B g (1 pg/ml) (B 75 R
(50 wg/mL ) F1 Brefeldin A (500 wg/mL) ( Sigma-
Aldrich, &) , W46 HIFE R Jo, A G I35 S5 P41 4 i
I FeR, VKB 5 A B PT A CD3-PerCP 4 {4 ( BD
Pharmingen , 2[H ) , 7KI& J5 A fix/perm WAL, 5
A RPN IFN-vy-FITC | IL-4-PE AP AARE /S B TeGl
FITC/1gG1 PE )[R & Hr 44 ( BD Pharmingen, Z£ [H ) , &
TGO 7 15 A0 A A SAGT

1.2.5 HUVEC ¥:5%  ZZohi o UeIBF sk 2 1, ml
I K R 5 37 °C PRk 1) it J5 it ( Sigma-Aldrich, 3¢
=) , Tk 20 min J5 U LE , & A 10% 54 1M
THHY M199 5557 1% 58, U Ik 2y 300 pg/mL 4+
TR EE B ( Sigma-Aldrich, EME) 10 g/ mL MmN
Be A KA T (Sigma-Aldrich, SE[ ) , 425 T 6 fLARH,
I RR A ST

1.2.6  HPEREIRNG R PBMC H CD4™T 4 g T
PBMC, & .0 J5 5% L%, in AE ¥k 5 B9 #% 2k ( Dynal
Biotech , #Fj2 ) ,4°C pKA A 2 2 e 5% £5 5 30 min, 4%
Eppendorf 4% T H428 2 min J5, IR VW, VRO
B VR 2 U, T xS LA CD4 ik .

Jo, 3T T A MW, FEOR A & 10% Jig A I 1Y
RPMI1640 557K o P82 L % BE AL B 00 L 43 51
A 20 uL MTT i 7 (5 mg/mL) | HA 37 CH i 72
FEARSEEESE 4 h SRR, A DMSO (150 pl/fL) ,
FIRIRZ 10 min J5 T 490 nm K A EFAR ORI 25 L
WCHEE [ D (490) ], iR 5045 I L HUVEC f736 K %
o M MLAF G R = [ D(490) s — D (490) jyazq, 1/
1.3 Gt F ot

IEFH SPSS 23. 0 e it it IEAIr A A s LA x+s
PR, AR RS0 B s A b AL 8 (B /MEL, e KB ) 3
TN o L A R) 2% S W O 25 A i, AR Y
2 5] 22 55 % ] Nemenyi £ 55 73 #7 , P<0. 05 IR 2 7
At Lo

2 HR

2.1 FRAFAERFRL
4 L RIS X GRS R R L R KR R s L TC
LDL J TG /K- 5 ¥ TG it 4 & L. DM 411 IGR
2H %5 Normal 2H FU0T HRZH 25 I il W% b A 1 21 28 (1 347 )
BAE(P<0.05,3 1),
2.2 A9 Thl B Th2 m g8 % s i B F K -F
Th1 41 i AH 5 40 it [ F- TFN-y: DM 24 | IGR ZH Al
Normal ZH#00 FEHIG ] BT, 2 R BA Gt X
(P<0.05) ; DM #£H %% IGR 41 1 Normal 243 i#f — 4 F
i, 25 R B G L (P<0.05) 5 Thl 21 i AH 5 48

1.2.7 ismRE S s 8 fh. MR IL-2:DM 41 IGR 411 Normal 414} HE 4145 1
G391 4%t A2 \Normal 21 \IGR 4171 DM 41fy PBMC Al %, (H22 5 JoG03T & o Th2 A1 A5 AT 14
DU CDA'T 41 fy PBMC, Ie8 HUVEC vk 1L-10:DM 41 IGR 4170 Normal 4153 IR4134 1] i

WeE BT 96 FLAR. AL B IRALAN S A
REANHLEREER 10% I 4 L3 9 RPMIT640 8 J 3,
FRACHL L R 5001, 3 NEfL. 37 CHg4EHiFE 6 h

AR (P<0.05) , e Lo 9 3 A4, TL-10 52 75 53
IRA G AR L (P<0.05) , W3 2; IL-4 IR Tt &
P9 B AR I AP, 327 AR 1

F1 BFEAMRWNRERBER [x+5, MR, RKAL) ]

_ St Lo
Eisnn X HEZ (n=20)

Normal 41 (n=38) IGR #(n=10) DM 4 (n=25)
AL/ 61+5 6210 68+14 62+7
gl 9 14 3 11
W2 A s/ 451 - 21 2 7
TR s/ 51 - 13 2 8
[=1 VR - 20 6 11
25 1§ I B/ mmol - 17! 4.96x0. 53 5.28+0.37 5.67+0.59 8.54£2.74°
WL EH (%) - - 6.1(5.8,6.3) 7.0(6.0,9.9)"
T % 3 L ]/ mmol - L7 1.1920. 15 1.11£0.28 1.08+0. 25 0.96+0. 21
{5 135 L ]/ mmol + L7 2.5410.58 2.63+0.94 2.73+0.91 2.43+0. 80
Hih =/ mmol - 17! - 2.73%7.75 2.21%2.50 2.38+2.88

a: P<0.05,5 IGR #4Lrtiz
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2.3 Z#14M)E 5 PBMC ¥ Thl #= Th2 i@ 4 bbbk
DM £ Th1 ( IFN-y/CD3") 41 ff1 /5 43 H 4% IGR 44 .
Normal ZH X BEZH 35 T, 2R A G it 2# = L (P<

0.05) ;IGR #H . Normal 4% %t BB 4H 22 S L4 i1 =
o 4 4HE] Th2 Atk 22 RIS 2F 2 3, WK 1,

%3,

®2 JHESNEMIML IFN-y IL-2 1 IL-10 K F @)L

*3 ZAWHESE Thl/Th2 HEEHHLRILLE (%)

2451 n Thl(IFN-y/CD3") Th2(IL-4/CD3")
X HEZH 20 6.26x1. 18" 0. 68+0. 13
pERIRY Sz
Normal 4 38 6.13+1.19° 0. 65+0. 09
IGR 41 10 6.38+0. 89" 0.62+0. 12
DM 41 25 10. 13+2. 34 0.64+0. 13

a:P<0.05,5 DM 4a1t4k

(pg/mlL) T4 BARRIZARMAMEITEIERT HUVEC FiG &M
ik n IFN-y IL-2 IL-10 LEB (n=5,%,x+s)
papitskil 20  39.18+4.34  46.35+5.81 35.69+4.25 451 PBMC (CD4™)-PBMC
T Xof HRZH 77.64+4.01° 81.21+1.95
LA

Normal 2 38 47.69+5.08"  50.18+7.71 30.03+4. 28" Normal £ 77 7842 78" 79.92+3. 46

IGR 4 10 47.60+3.91°  48.59+6.53  23.83x4.23" IGR 4 78.19+4. 02° 79.35+2.08

DM 4 25 58.29+8.24% 48.23+5.50  20.74+3.61% DM 41 67.69+1.96 78.93+2. 66

a; P<0.05, 5 #F B4 LA ;b P<0. 05, 55 IGR 413b4% a:P<0.05, 5 DM 22 7b 4
XA Normal 28 3 i
103§ 0-%@% 10% 0_%@%
1074 R 104 EREDRRI A 5 2 Sl s e B A s 2 R B T 1
T 10 104 W PRI 22, SR A ML 28, L 3 o o 5 9 54
o e ST IR L B LB A , 49 5 B TR A W AR
T HH R TRTE 2~4. 5 5, R B R AT T %A
010 1 07100 kR FEFEHEz " (L R, Sk
o AL . REREALZR Y % S-S PRAR IO 6 R R SE MW, T 4F
. OTGH{0G0 101 DGOV A9BSR AP LI IREE AT T B R 1)
10°; A0 e 104 ST IR R A4 A 5 B Tl A 5 20 M 95 8 42 2o
AT T 10 LI HEIEE T 40 (T helper cell, Th) ff:
- 0 KRR BT %5 5%, O BFFOE L4 IFN-y
- o [ 1 U BE T 4010 (Thl) 76 1 OB (T1DM) £
10° 10" 10> 10° 10° 10" 10> 10

IFN-y

IFN-y

1 #&4A5ME M PBMC & Thl( IFN-y/CD3*T) 1 Th2
(IL-4/CD3'T) i E 4 LL By bb B

2.4 BUR R m s HUVEC 6 &b iX
2o S BEMEIR T 7, (CD4™) -PBMC Hi g CD4”

T 40 43 b <5% ., DM 41 PBMC {E )5, HUVEC
FEIE A A 3 ZH W) W BEAIK (P <0.05); 554 3 4
HUVEC /71538 22 7 T4t 8 30 1B CD4™T 4
i) , DM 2 HUVEC [A75 RAESE Bk CDT 4 i i BH
BIRTF(P<0.05) ;5% CD4A™ T 41 i 5 , 4 41 HUVEC
PR E R ST E L (R 4),

FH R AR PR AR . SR, Th 402 — 4
SR TP 2 M TRE 1A, BV 4 T R AR 2 8 R R 0 1 Th
2 TR , U375 F 22 ol 48 A 52 37 7 3 5 40 A Th
HNERE o i — D B BRR S TS Th 200 75 3l
ok ok RE R AL R B T, AR B0 20 W 1 A A )
SR 45 550 R 5 A1 A I Th 40 6 77 43 B % R 56 400 ffa PR
Tk, S5 5 B, Th 20 F 43 Ho F0AH 56 40 i PR 7
IFN-y 7KV BT 5 5 MU 6 56 R 3640, HL Th 20 g mr
B85 5 T RN G A B2 B , SR AR HEFE T

Th 20 B AR B F6 2 5 10 0 88 2 00 26 B TT L4 Hy
ThO.Th1 Th2 J% Th17 445 2 M WARE™S o 1E3I Kok
REREAL I & R R eh  Th R EE WS 5%, HE
BEAMUA IFN-y 1 IL-2, B 1E S Bk RERE AL BE b 1 % i
Fe BEHLIG 15 A r b B A, TFN-y 3 1] L3 £k B
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KA S BOAAE S B4 & 2R . Th2 41 g F1 Th17
Y A7 AE T Bl kot A A AL BEBR P, {H 43 3¢ Thi
0 E AL 2. Th2 40 a] LU 4 W IL-4 IL-5 Al
IL-10, AT DL 5 306 STAT-6 F 3 GATA-3 Kkl
Th1 45346 A1 IFN-y 4336, X 2l ks 4 5 Ak i ik Jig
BT . IER SR, Thl 401 Th2 205
BEATAEAE M BT , BT B 40 T g 4 T 3h &5 P
Th1 44 B 415 K IFN-y 53835 22 0] LA 5 2080 ik it
BEREALBES (14 1E S TG Ak o AR IR 50 AT 10 A A 95 1 5K,
ACS 9% 5 Thl/Th2 41 o g 25 45 ¢ R 401
(EENE R 55 2 5l K ok RE B A Fi 2 v, Th1/Th2 41
N T RERN B 43 LU B AR AR A R [R] AR 98 B h 04 5 A8
[ 2E R 21 AR SR B, A I IR 1) 6 O
S5 3 (DM 41) SME NI Th 208 E 45 Ho S A 96 40 i
Al TFN-y A X F HoAt 41 26 25 B 5 50 5 1 IGR ZH A1
Normal 20 ) 768 .00 955 F8 38 AH X T X FRZH AN A Thl 48 i
FHSCAN AL R F TFN-y F&5, 107 Thl 40 7 43 B JC
WARE . BAHA Thl 20 4™ 54 A B s, (EH: 1) £ B 10 B
TEEA 2 W TG AR g, 3 s A A0 i P —
T 9RE N o T 3 —Ff Th1 2R AH S A0He A 7
IL-2 76 R HRIRAS TR B7aE0o95 F8 SN R L B84 38 it
POHEPE R I TG X, R Thl 4 %58
TS TE M PR B I 96800975 1) 3 K G R B Ak 1 v —
FREAK P B 02 v R SRS, 5 A e bk & 5 A
3y ke A 5 A BB e S (6] PR 5 Al i 24 S B A T
HA—F XKW, [FAE, Th2 24000 & 4 H7E £ 4 1) 24 6
5255 {2 Th2 26 g AH OC 40 il [ TL-10 78 5600
B PO IR B 2 ARG, S ELAI R o h TL-10 f K
Rt I AT B T B W A, 22 R A G
S, VA RERAS X Th2 41 A S REA A — & S, fifi
Th2 2 X} 98 RE B9 0V IR S5 o X SR 5 25 R 3 0
B, BRI AS T 606 F 3 A R It FP 77 € Th1/Th2 4
IS RE LA , Th1/Th2 i 56 20 g IR 1) 2% 4 T &E il
RGBS RAETY o R HRIRAS Tl g R Ry K
HAS M 1) 90 RE SR S AR T Bl bk o R A 0 BRE B 11
PEE

WFFEIERA , 1045 P B 58 403 42 20 ok 6 e A AL B B T
ARSI AHIETEE i A0 M R R K B
&I FR A 1. PBMC % HUVEC A4 3 Bl 25
PBMC i if5t 535 1 I 7K S T o5 17220 347 3 58, B2 I
BETL 8 1T LL$E T PBMC %} HUVEC R4 4576, H.
PBMC X} HUVEC 145 473/ F] 1) $2 Jt i 25 PBMC
CDA™T AU G BRI 2% , 54 B4 PBMC g g %P

25, U] Th 40H07E PBMC X% HUVEC B9# 455 Fe o
EELCEZMAEM, NS M PBMC 4345 2 Ff
ST I 20 IO, A 5 2 AP A - CD4™ i Th
YA, A A B S P VE TG CD8™ 1Y 4t i 25 1 T 40 i
(T eytotoxic cells, Tc) , A 22 Fi &5 H s Ko by B U8 75
PE T 41l (regulatory T cells, Treg) 55, &I TAH 1. 3 i il
i T R —A~ 5 24 B G W 45, FE ML 22 g #L2 BE
AR AIEAE - . Th 40 & PBMC H CD4™T Zfi ffu 7.
TP 0 T S 40, Thl 41 B IV 3 14 S RE TT kX 5
GERANE SN TR SEAAAE A HEShVE L, IR vl REAE E Te
20 M 0T 1A PN B AR B ) 45340 , AR Treg X 2 E B I
(R IR, DT 4 2l v AR AT 2 ok okd A A 1k 1Y) 3 e
RS T el Lo FR A A IfLEL Thi/Th2 248 i 1 43
A I AT, Th 26 Jfd i) 47 3% Fn 2y R T F -5 350 18 Pk
BRI BEINE T MRS T e Lo R 5 TN R 400 ) 46
1, RESHIKHAERE LB i

L5 FRTIR AT E IR ST Sl ko A A Ak &
BRI TSR 1 — ol i S IR AR Bl ik
B RETE AL BE B () 1F 2 55 Th1/Th2 20 i I R 2% £ . Thl
AT RETCHE R DIAA OC , FR 8 S e RSN I Ak N #1458
1R B8 T BT B 1) e AR

Sk
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