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ERBE TN S HEFS AN BN R IEH R
R N B =2 M AL B 5T

AR L FHE AFES
(L7 MPEHRFF—BREFR 51000052, )7 M P EHRFEE—WEERA LA 510000

(FHE] BN AEAREBBZTASZBEAFFARIREAEDRXER B H 0, FiE KIFRFAARTD
RAB AR R A 25.0 mmol/L &4 DMEM # 3378, % 5 B 4 A A 20 dp ) ) 40, 4% RLad %% 41,
ELISA % & 1L-1B8.1L-6 , TNF-o, TGF-B1 #) & i£ K F ,real-time PCR % M & & % /- %-18(1L-1B8) . 1L-6 , it
BRI E F-o(TNF-)  #44& K B F-B1 (TGF-R1) | 48 AL 1A] 5 # 2 -F-1 (ICAM-1) | ¥ 4% 48 o 2 4L & & -1 (MCP-
D A9 F 24 38X10° 9845 A& R EALEZ G #HH (p38 MAPK) mRNA #) & ik , Western blot # #
ICAM-1.MCP-1,p38 MAPK #y k5, &R 5 EF 4R, A 4 1L-18.1L-6, TNF-o, TGF-B1 K F 3% #n
(P<C0.05),1L-1B.1L-6 , TNF-a, TGF-81 . ICAM-1 ,MCP-1,p38 MAPK mRNA #8 3} & i& K F 4 & (P <<0. 05) ,
p38 MAPK ,ICAM-1,MCP-1 # 48 % & ik K F & (P <0. 05) ; 55 ¥ A 28 v 4% , 4% Wi % 28 11L-1B8.1L-6 , TNF-a,
TGF-B1 A& F F K (P<C0.05),1L-18, TNF-a, TGF-B1 ,ICAM-1,MCP-1,p38 MAPK mRNA #8 5 % i% K F B 4%
(P<C0.05),MCP-1 % A48 3F & ik K F BAL (P <T0.05), 5 474 7 20 b &, 4% Wi 45 28 p38 MAPK,IL-1B8.1L-6.
TGF-81 mRNA A3 &k KF, ZF A LHFEL(P<<0.05 % #HRELFTURAIKEZEFFATD
A MM X R B, &Y IL-18.1L-6 , TNF-a, TGF-81,MCP-1,ICAM-1 # & ik , X — it #2 7T 4 52 i# i p38
MAPK 13 5 i@ % L I,

[FiA] p38 MAPK; B /s 3k & JBE &m it ; #5 F 9% B o 5 ARGIE 78 5 4% KB % 7
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The effects of Qufeng Tongluo recipe on the inflammatory response of human

glomerular mesangial cells induced by high glucose”
CHEN Dongdong' ,LUO Mengjie' s ZHU Zhangzhi*®
(1. The First Clinical Medical College o f Guangzhou University of Chinese Medicine ,
Guangzhou ,Guangdong 510000,China ;2. Department of Endocrinology sthe First Affiliated
Hospital of Guangzhou University of Chinese Medicine ,Guangzhou ,Guangdong 510000,China)

[ Abstract] Objective To observe the effect of Qufeng Tongluo recipe on inflammatory response of hu-
man glomerular mesangial cells induced by high glucose. Methods Human mesangial cells were cultured in
vitro. Its proliferation was induced by the DMEM with 25. 0 mmol/L of glucose. The normal group, model
group,inhibitor group and Qufeng Tongluo group were set up. The ELISA was used to detect the levels of 1L-
18,16, TNF-a and TGF-B. Real-time PCR was used to detect the mRNA expression levels of the interleukin-
1B(IL-1B) ,1L.-6 , tumor necrosis factor-a (TNF-a), transforming growth factor-81 (TGF-f1),intercellular ad-
hesion molecule-1 (ICAM-1) ,monocyte chemoattractant protein-1 (MCP-1) and mitogen-activated protein ki-
nase mRNA with relative molecular weight of 38 X10°(p38 MAPK). Western blot was used to detect the ex-
pression levels of p38 MAPK,ICAM-1 and MCP-1. Results Compared with that of the normal group.the lev-
els of 1L.-13,11.-6 , TNF-a and TGF-8 in the model group increased (P<C0. 05) ;the relative mRNA expression
levels of 1L.-1B8, 1L.-6 , TNF-a, TGF-81, ICAM-1, MCP-1 and p38 MAPK in the model group increased (P <<
0.05) ,and the relative expression levels of the p38 MAPK,ICAM-1 and MCP-1 increased (P <C0. 05). Com-
pared with that of the model group, the levels of 1L.-1f3,I1.-6 , TNF-a and TGF-1 decreased in the Qufeng
Tongluo group (P<C0. 05),the mRNA expression levels of the IL.-1 8, TNF-a, TGF-8,ICAM-1,MCP-1 and

» BETH.EEAKBEESTH(81873190), {EEBMN BRAK 992 —) AFBEIN, 6, BN EAREN R, & BEE
# ,E-mail : 274841655@qq. com,
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P38 MAPK mRNA decreased (P <C0. 05); and the relative expression level of the MCP-1 decreased (P <<

0. 05). Compared with the inhibitor group,there were significant differences in the mRNA expression levels of

p38 MAPK, IL-18, IL-6,, TGF-8 (P <C0. 05) Conclusion

The Qufeng Tongluo Fomula can significantly im-

prove the inflammatory response of the human mesangial cells induced by high coneentration of glucose,and
decrease the expression of the I1L-183,11.-6 , TNF-a, TGF-8, MCP-1 and ICAM-1. The process may be achieved

by the p38 MAPK signal pathway.

[Key words] p38 MAPK; mesangial cells;diabetic nephropathies; Cong Feng Lun Zhi; Qufeng Tongluo

Fomula fomula

$l R 9 B % (diabetic nephropathies, DN) J2& % R
9o B UL A BRI O R AE 22— IR R S BN DR e R
FET-HY EEFE N, DN KRG HLHI A 2%, i 5 R AR
Bl — B DN KWL F 5T ot 2 —. IR &
B, p38 MAPK {553 [ A 5 AT 6o 3 4 M s o (1) 7 22
S R o IS O A S| I VAR Gl VAL L= N = (B
FIE, Jmr LR $E TL-1B8. 1L-6, TNF-o, TGF-81,
ICAM-1,CAMP i Jo {445 & 8 F (CREB-1) 45 4l iy
TRk DN B9 E 4k, i ICAM-1, B84 41 fif
¥ -1 (MCP-1) , IL-18, IL-6, TNF-o, TGF-81 %
K2R 3K 10 18 5 e ) VE FH T p38 MAPK {5 5 4% 38
6 AR T O ) TR T bR B AT A Ak A R
A RGE T p38 MAPK {35 5 38 (% M 1T 410 1 48 i 41 i
21 B M S R E IR i AL XA 7 DN B EE A X,

FE A IF ST UE 52, 4 XU 45 5 (AR 3 T b I
Je) fEIRYY DN Jr i B — 2 B RN R R 1 28
ANER EF 2 Ak 0 1E L AL 5 90 e e LR 3-3
fifg/ 22 B R / 9 24 TR U Wl / A% e 5% Al -« B (PI3K/ Akt/
NF-«B) {553 %, T #8 TGF-81.MCP-1 % 4% 5 [ ¥
f 263k KA DN A, B R BF9T & B, PISK/
Akt/NF-«B {5 538 /- 519 p38 MAPK {5553 i 5
B AR AL G R UIT L Z 20  A s 9 e 40 e P
{55 8 B p38 MAPK = AR W2 . o
HE— 25 o F A= 9 2 ff B 48 7R 4 XU 4% 7 iR 97 DN
FIBLH K “ I XIB IR 7 2 19 A Bk, 22 3 3 T p3s8
MAPK {55538 % % 4 XU 45 05 o038 2 B S 1 B
JINER Z2 AN A 4 1k S G o F AL AT TR ST .
1 #RE5FZE
1.1 S33hih A& etk

TCHE E IR R AR (SPF) 2% Wistar #iE P K R 3 db
2 3 ) AR S5 sh W) H R G BR A Fl L R EE 290 ~ 300
g, LEEhPAE) M BE 25 K sh W) 50 5 = A 5%
A B G ¥ AR A Sl W S I A8 B 2 0L 4 o A T L
HE . OB /INER R AN AR W G e SRR R
A (H85 4200, f5 258 3 R KD .
1.2 EZRA . B LR

FERGE 4507 (R 31 b I TE) - 25 0k 7
F T B 2l K A A — B s B B . KB DMEM
B SR = DMEM K 52 W% A 35 [ Hyclone A ]
(#E55 10099-14 1) s i 4+ 1l 75 W4 A 2€ E Gibeo 23 H) (it
5 10099-141) ; SB203580 My [ L i Fiy & 28 W (it 5

152121-47-6) ;1L-18,1L-6 , TNF-o, TGF-B1 ELISA izt
&M H 2 E Invitrogen 2~ 7 (L5 4351 4 88-7261
88-7066,88-7346 . 88-8350) ; ICAM-1 $ifk I [ 2 [
Proteintech 24 ) (585 10020-1-AP); p38 MAPK #i
TKI [ CST 22 & (585 3690) s MCP-1 #i 44 | B-actin
Pk \HRP frid £ 4t B FE PR 1eG 1 7 £ F Ab-
cam 2 # (18 5 4 B h ab9669. ab6276. ab6789.
ab6721); B RNA #£ BUK 5 & . mRNA ¢cDNA Syn-
thesis i 7 & . mRNA/IncRNA 52 i} %¢ 5% 2 f& PCR
(real time-qPCR) A £ 1 F 3L 5T GenePool 23 H] (17
S0 %1 GPQ1801,GPQ1803,GPQ1808), AL HE H
L Pk Al (L5 MP-8001) \ F% B Al (5 MP-3030) , H2
WAL (5 PP-1150) 1 H b s 9L oo {5 B A 88 A R A
A TR R (B 5 TS-2000A) W [ W77 HoAk D1 JRAY
A 1 A B A 7] 5 % it real time-qPCR X (B!*5- Line
Gene 9600 Plus) 8 A At 5 H BF 32 B A R 7] 5 28
HNET U466 BE 1 (815 NANODROP 2000) 14 [ 24
Thermo Scientific 2¥#] .

1.3 Fik
1.3.1 #H¥hiFHs

20 H SPF %% Wistar # 1k Jc B 3% 3 1a) Bl i 35 1
JA. KRR 2 4L B H A HE KGE 4 4L, B4l 10
R, 4% W8 4% 41 ¥ mr 09 0 SE 5% & AR 2 A i
(47.2 g+ kg ' o d ") VE B AL XGE 4 7, 1E R 41 R
FRF A BEER K, U F R4 1R B 12 h, 3% 2L
B 3d. TARKAEBR S hZ & AEE K, FREF G 176 KR
JE Bk AT TC R R M . R RN 4 °C T #EE 4
h, 7E 3 000 r/min 544 T VR L 20 min, 53 25 ML »
56 C/KH 3% 30 min, 0. 22 pm fffL i 38, — 80
C ¥ & H .
1.3.2 @fe3E R Ao

AT B B /N BR AR R A M A AT O
PR T 10 % I8 40 1L 7% (FBS) BYE B DMEM 1 55 %
i, F 37 C.5% CO, ¥izmMpiz. 8 1~2 KE#
BEFRU 1 W, R Al MW IS 0. 25 Y0 BRI AL, iR 4T
Y AL L 3450 15 A 20 BRI, > 200 R 4 06 RIS 80 06 ~
90 Y6 B, 4 TG It ¥ K % BE M) 204k 24 b, 2Z ) X 40 A
134 AL B L 0F % %5 B 20 (DMEM I8 5% 35 W+ K B
1EH I W), BB ZH (& 25. 0 mmol/L % & B Y
DMEM = 05 35 3% W+ K BUIE & I3 ) . 30 1 50 41
(DMEM = ¥5 55 % W+ K BUIE % M3 +5 pmol/L



3432

SB203580 Tl &b B ) , 4k KU 4% 41 (DMEM &5 #i 55 77
& 442 X 2 K BR 24 ) 1l 3 A 3D
1.3.3 ELISA #%# @ IL-18.1L-6, TNF-a, TGF-81
9 & A K F

BAERK RS /NER R BN, UL 5 X107 /FL%
FEERD T 6 FLAR . 4% 1. 2. 2 T 40 4 15 97 S AL B 40
L, 55 5% 24 ho )5 WCAE A0 B L AR TL-18. 106,
TNF-o, TGF-B1 257 & 136 B A5 247 48 A il 22
1.3.4 %8 % £ % % PCR(Real timeqPCR, RT-
qPCR) # ) 1L-1B,IL-6, TNF-a, TGF-81, ICAM-1,
MCP-1.p38 MAPK mRNA #8 2+ % ik K F

Fie 1. 2.2 TJ5 vk A S 15 97 I AL BRAA ML, 85 5% 48 h

FTHRESF 2021 % 10 A% 50 55 20 4

S5 AR A5 A 20 B L FH B RNA 2 0t 71 &0 48 A/
BR 2 A0 AR S RNALEC 3 pL B RNA FH 1% B d
WS HEAT HL K L LAKS I RNA A 58 4 M, ] mRNA cD-
NA Synthesis 5l & 17 5% 5%, vk _E AR IR Ik %
UL A % 4053, 15 °C 3 min, 30 “C 10 min, ¥
GRS L. B F Y DNA BT —20 CHAE,
1 H bt g A YR A R A IR AL, 514 )7 51 M
KWL 1, PCR W4 .94 °C 4 min;94 °C 30 s,
50 °C 40 5,72 °C 1 min, 40 DGR, 23 5190 & 75 0 bR
AEHWEHREHNZH) CeE, 1HH 45K mRNA HXf
FIKKFE,

*®1 51 #1557 K/

A S5 1 FIFHIG-3" FEHIHR /N (bp)

p38 MAPK iE J1) GCTGAACAAGACAATCTGGGAGGT 98
S 1] AAAAGCAGCACACACAGAGCCAT

ICAM-1 1E1 GAGATTGTCATCATCACTGTGGTAGC 117
| TTGGGCCTGTTGTAGTCTGTATTTC

MCP-1 iE [ TTCTGTGCCTGCTGCTCATAG 156
210 ACTTGCTGCTGGTGATTCTTCTA

1L.-6 iE [5) ATGAGGAGACTTGCCTGGTGAAAAT 104
21w TCTGGCTTGTTCCTCACTACT

IL-1B 1E [ AGTGGTGTTCTCCATGTCCTTTGTA 213
| AGCTTGTTATTGATTTCTATCTTGT

TGF-B1 1E 1] ACCTCGGCTGGAAGTGGAT 103
% 17] ACCTTGCTGTACTGCGTGTC

TNF-« 1E 7] AATGGCGTGGAGCTGAGAG 180
211 CTTGATGGCAGAGAGGAGGTT

B-actin 1E 1] ACTTAGTTGCGTTACACCCTT 155
S 18] GTCACCTTCACCGTTCCA

1.3.5 &8 % 9% ¥F i& (Western blot) % 4#& 0 ICAM-
1.MCP-1.p38 MAPK # & ik K-F

2 1. 2.2 WUJ5¥E oy S 15 37 MR PR L, 5 5% 48 h
Ji WO % 2 A L, B8 BB B A B P, R R O IR R AT
e R R M- 2R DY B 2 BB I L Uk (SDS-PAGED) |
RN CELRE DL E Pl AR R AN
M, LI HERE 3K, 458 R Quantity One v. 4. 6. 2
A3 B 4500 IR BEAR, IR THE A AR R IAKF .
1.4 “itFa

KM SPSS26. 0 4 4T Ge it o AL PR T WK

K £ Fon, 4L R B N 3 7 25 43 B DU
P<0.05 BZESFAH G HE XL,

2 & R

2.1 ELISA sk#ml 4 %

BERIZH TL-18.1L-6 , TNF-a, TGF-B1 fY 3 ik /K F
BEAE W AT TN (P <<0. 05) 5 4 F 20 LA - 4% 15 45
P 14 38 TR 7K PB4 7R 41 1 Bk R (P <20, 05) , 4 XL
ZRAL L I 45 4R bR Y 3R 38 KO R A 21 W] W BE
(P<<0.05), W% 2,

%®2  BAIL-1BJL-6.TNF-a.TGF-pl B9 FREKF (x£5s,pg/mL,n=6)

4 51 IL-1B IL-6 TNF-« TGF-g1

EH 4 5.564-0. 16 54.961. 80 106. 61+2. 95 87.93+1.43
R 20 37.93+1.32° 145.49+3. 06" 176.16+2. 16" 145. 49+3. 06"
il R 2 14.040. 67" 64,1241, 94" 126.364-2.10" 64,1244, 97"
IR 45 41 29.57+0.85" 100.65+1. 52" 159.3542.17" 100. 65+1. 52"

“.P<C0. 05, SIER A HA; " P<C0. 05, BRI 4 [,
2.2 RT-qPCR #E#m 4 R
SIEH A g B 1L-1R.1L-6 , TNF-a, TGF-

B1.ICAM-1,MCP-1,p38 MAPK mRNA #i %3 ik 7k
VB ERA G E (P <<0.05); 5 R4



FTHRES 2021 5 10 A% 50 5% 20 4

B AR AL DL b 45 48 A S A KU 4% 41 TL-18, 116,
TNF-a,ICAM-1,MCP-1,p38 MAPK mRNA #i %} %
IKIKE T JH (P <C0. 05) 3 54l 7 4 b A, 4 AU 45 4
p38 MAPK . IL-1B.1L-6 ,\ TGF-81 mRNA %} # ik Kk
S R (P<<0.05), WL 3.4,

2.3  Western blot # # @l ICAM-1, MCP-1, p38
MAPK # 4% ik K-

R 2 vp p38 MAPK,ICAM-1, MCP-1 #i %} %
KK PEIEFHREI & AR ER A FE
SLCP <20, 05) 5 41 il 57 21 DA 1 4548 b 50458 AU 41 I 3 1%
i, 22 A GE 2428 L (P<C0. 05) s #: XUl 45 4 H
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MCP-1 A X} ik K F BB T B A%, Z F A Gt &
SL(P<C0.05), 1 p38 MAPK,ICAM-1 #f %} 35 K
AR ZH JC I B AR (P >>0.05), WE 1,%5,
%3 £ 48 p38 MAPK.ICAM-1,MCP-1 mRNA
B RIEKETZN (2 L5,n=3)

4 51 p38 MAPK ICAM-1 MCP-1

EH A 1.00+0.03 1.0040. 09 1.0040. 04
T 2 2.8740. 24" 3.3040. 38" 2.2240. 14"
il 500 20 1.424+0.02" 1.6440.06" 1.2940.19"
A 2% 4 2.0040. 13" 2.0440. 12" 1.5340. 22"

“,P<C0.05, 5IF# 4 A P<<0. 05, SHEEI . P <<0.
05, 54l 7 4 b A

x4 #& 48 1L-1B.IL-6 , TNF-a, TGF-81 mRNA #Xf &k K EIT (7 +5,n=3)

20 5 IL-1B 1L-6 TNF-« TGF-g1

E w4 1.00-0. 04 1.004+0. 08 1.004+0. 12 1.0040.11
MR 4 2. 6440, 14° 1.7140. 23" 2.5440,11° 5.8340.32
0 il ) 21 1.50+0. 16" 1.07+0. 10" 1.434+0. 18" 2.56+0. 36"
o R 45 4 1.8440.09™ 1.4640.13° 1.7540. 24" 3.5240. 39"

“ P<C0.05, HIEM L P<<0. 05, SRR A L ;. P<<0. 05, 5 170 4H L s

A B C D

P38 MAPK e s wssess S
ICAM-1 iy o w—

MCP-1 e —

L s ame e 4SER
AL TEH A B AR CAMHI 4L Dt KUE 4
1 £ 4 p38 MAPK.ICAM-1,MCP-1 #J Western blot

£5  KHICAM-1.MCP-1.p38 MAPK 3§ K%
KEZH (2 £5,n=3)

21 5 ICAM-1 MCP-1 p38 MAPK

IEE A 0.1740.07 0.09+0. 04 0.25%+0. 04

[ERIEE | 0.64+0.01° 0.474+0.52° 0.77+0.16*

4 50 26 0.29-+0.03" 0.18-+0.04" 0.4440.03"

IR 2% 41 0.55+0.07 0.34=+0.05" 0.64+0.07
“P<0.05, HIEH A" P<C0. 05, S BIBIA LE

3 3 i

HERIA N DN 24 & T (B 28 ) P T 1§
WESTLCRAK - R AR R Z R I
AT R E 2 R 2 B A B B BT R BBk B
S R S SR T R W T R R L KU
HISG . RO 1R Z A 38 A7 10 5028 1Y R 1 5 B R
T I K AE 22 i ok R AR A R AR S ABL . ARSI 5 T BA
BT (HA N2 ) BIE 0T DN 2 1B 254K KU
BBl IO TH W H A, B B A B W 4
T HE ARG TR R 1228 AR AR TR 2 A kO
TR 28 AR X7 3R 7 24 L AL KUIE 2% I R
AU A BE T I e DA UG T R A
R

VP2 IER I K2y ” B — % i PL R 5
FEMAE T2 AR 52 b 0 10 4 XUIE 26 O 5 4

FEF I B, 435 5 RE LB AL, 2R 1
Ttk KRR B2 1R, D AR K BRI 2 B2, =3
ARZR S 36 22 4k G 4% 2 1), BAR 245 B 25 F o %
I B A Bl S 005,07 S S i R € | K Sl il E M i = N
AR B IAS LR R PR R, 43T
PEE A DL 2 K RS 42 TGF-81.MCP-1 mRNA
B 35T Rl RT LU 20 i v L IEF L i R %A M 24 h
JRE X E AT — 2 AR R g el
PUFEAR ML 3% TNF-o 4 TNF-« mRNA 13353 H.
A 3E A0 TL-18 /Y 43 6 32 T 52 mi) B R U Y PISK.
CXCR4.JAK-STAT NF-«B {55 5 8 [ 7% i vk % 42 v
JOREECE L FES A BT A B R L B &
PR, A b B2 ) Al VA 0 A0 M DR AR s e s T RE
B 2 AT 2 CDAT [l JF A CD4” /CD8T Y L E
W,

ABEFEH , N ELISA . RT-qPCR ., Western blot 4%
R HEH . EREES T B /DR R B0 1L-
18.1L-6 \ TNF-a, TGF-81 ,MCP-1,ICAM-1 mRNA [
FIRPA AR B T X — R AT B p38 MAPK
5 MR B R SB20358 FF AL BB T p38 MAPK
15 538 B AE B /INER 2RO 41 A0 R 1 N R S &
¥ 7 E AR O B XGE 45 7 % p38 MAPK 5518
BEAWSER., 5I1EW 4 i, R 1L-18. 11
6. TNF-o, TGF-81, ICAM-1, MCP-1, p38 MAPK
mRNA # % % ik 7K °F I+ & . p38 MAPK, ICAM-1,
MCP-1 A X 3K 7K P b v 5 10 5 48 AU 41 L0 A, 40 Ui
264 11-1B.1L-6 . TNF-a, TGF-81 # ik /K ¥ F [, 1L-
18, TNF-a, TGF-81, ICAM-1, MCP-1, p38 MAPK
mRNA A XF 28 3k 7K -l 2D L 34 3 B 4 JXUIE 2% J7 fig W
WO S S S NS /N R R A A TL-18.1L-6 ., TNF-
a . TGF-B1 Wy 43 W /K, 1L-18.1L-6 . TGF-B1 &5 T
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B /INER 2R RS 20 ML 1 S 4 B R A i b R BT A o B TIE
FUEH ) TNF-o 5 DN B AR K 58 38 % DA 56
Sl DN B R EAEMEERN 72— K5
P B TE BT S A0F 5% v B, 40 XU 246 B B o g 3 A 78
AR 24 b JRE D AHEE R X 1] e S
JAGE 25 7 > TNF-o 58 RAEH T 1 RIBAH K. toh,
SRR 2 e B, Ak KU 4 O iR BT DL > ICAM-1
MCP-1 mRNA B3R5 F MCP-1 & Bt 1Y £ 3k X6
Xof ek 2D 4 M 200 i f e Ak R IR L e /N ER AR R A i
PO HAREEE L, BN AR WA R, A
FAALF 58 T 45 Kl 45 T 56 F p38 MAPK 5 5 i i
Xof e M T N /INBR AR I A0 R B A R I A
XFH AT p38 MAPK F [H] il B A0 ik 26 35 14 41 ¢ 7 T
HEATHRGY » R ATY A o i — 25 4 1T 40 SR

g5 LTI 1 X 2% 5 T LB S S b S SR
B /N BROZR I AR M A R M B, 920 TL-1B TL-6
TNF-a,TGF-1, MCP-1,ICAM-1 i £ ik, X — i 2
Al RE & i p38 MAPK {553 5 52 8L 1Y) i AF 9T 25 21
AR RS 1R DN 4 HIL I 32— 2 K i

2% Uk
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