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WEHN AR Em DN heyta X B FiE BRI 201 6 £iZREBE#H LA DN &4,
DA Rl FedE R, KA RS RS R EI., FREIRAF, AR DN RIS A o BB 4577
£ FR s =5 % Logistic A REMA DN EF R v al i, E8 OIF X e siigd e
FAE (eGFR ), #fb2r% & (HbAlc), &% 8 (ALB), =B (TG), KEEKEGREER (LDL-C ).
feiFek (SI) 4% 8 (TRE) RamiA R Z (EPO) & T sl (P <0.05), 84 C R EEH (hs—CRP),
FprEaEa /LB (UACR ), #AmHBAE (DD ) KT R (P <0.05). @FHE&EZ T, R 2 DD,
Scr. BUN., UACR. hs—CRP {&F % fz28 (P <0.05), HbAlc. ALB. TG. eGFR. SI. TRF, ¥4 %5
FR bl (P<0.05); % EFF, ER 02 UACR, hs—CRP LT R 228 (P <0.05), eGFR, ALB. HbAlc
BT Rl (P<0.05), @ Logistic B)A LI, B2 EFH eGFR \ALB.DD hs—CRP 5 R 248 (P <0.05);
4obk B H ALB. hs—CRP 5 R 248 % (P <0.05), @I a B &£ Hb KFH T RARELSAEE (P<0.05),
G R o2 BN EBRAGESRT 2l (P <0.05), £i18 DN &F X hewitak B & e DD, BB,
B FL, MERRESF, BOERRRBYG THREZTARFFFE R TLRE,
KW : ABRIRER T s R BN ERR R
FESES : R587.2 SCHRARIRED ¢ A

Associated factors of anemia in patients with diabetic nephropathy
diagnosed by renal biopsy*
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Liyuan Hospital Affiliated to Tongji Medical College, Huazhong University of
Science and Technology, Wuhan, Hubei 430077, China)

Abstract: Objective To investigate the related factors of anemia in the patients with diabetic nephropathy
(DN) diagnosed by renal biopsy. Methods In this retrospective study, 201 patients with DN diagnosed by renal
biopsy were included. They were divided into an anemia group and a non-anemia group. The relationships of
anemia with clinical manifestations, laboratory findings, pathological classification of DN and renal tubular injury
scores were analyzed. Binary logistic regression analysis was used to evaluate the related factors in the DN patients
of different genders. Results In 201 cases with DN, diabetes duration (DD), eGFR, urinary albumin/creatinine
(UACR), glycosylated hemoglobin (HbAlc), albumin (ALB), triglyceride (TG), low-density lipoprotein cholesterol
(LDL-C), serum iron (SI), transferrin (TRF), hypersensitive C reactive protein (hs-CRP) and erythropoietin (EPO)
were significantly different between the anemia group and the non-anemia group (P < 0.05). There were significant
differences in DD, eGFR, UACR, HbAlc, ALB, TG, SI, TRF, hs-CRP, Scr, BUN and total iron binding rate between
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the anemia group and the non-anemia group of the male patients (P < 0.05); in the female cases, eGFR, ALB,
HbA1lc, UACR and hs-CRP were significantly different between the two groups (P < 0.05). Logistic regression
analysis showed that eGFR, ALB, DD and hs-CRP were related to anemia in the male patients (P < 0.05); while
ALB and hs-CRP were correlated with anemia in the female patients (P < 0.05). The tubulointerstitial damage

score in the anemia group was significantly higher than that in the non-anemia group (P < 0.05), and the significant

difference in the Hb level between the patients in pathological stage Ila and those in other stages was also detected

(P < 0.05). Conclusions The related factors of anemia in DN patients include duration of diabetes, renal function

deterioration, disorder of iron metabolism, microinflammation and so on. Tubulointerstitial damage might be an

important mechanism of renal function deterioration-associated anemia.

Keywords: diabetic nephropathy; anemia; renal biopsy; tubulointerstitial damage

BE PR 9% B 9% ( diabetic nephropathy, DN ) Jg& 2 7l
Wl DR UL T SR e 2R3 B IR 1 2 s IR
DN A HAIFENL, BEE M PESIERS ( chronic kidney
disease, CKD ) #FfE, #XIMAREZHME " T E&
i AR D RE AL T T, CKD G5 ) /2 nf ik
98.29%"" . FEIML AT LR FUN DN = 5 AR (Y T 2 45
b T AR, BRI R I DN RIS
BN ARPPRETREIZ WY DN B35, 4
Pt & AR R AR BERAIE . HeAh, T SRS A
AR, PRSI CKD B LA FT MMM ST 52 m KR
MRS B s, MBI CKD IBGE AT &
FMIITRORIY FENRZ — o Fr UM R
H A AZERE, AN R S A 2L i R
HERAE, S DN BYIlm KRB G S HE S S S i

1 ARSI

HRITER

AHEFE A PRI 5Y . 261 2007 4F 10 A 2017
AF 10 A AEA PR K 22 [R5 B2 2 B B s 38 o2 B2 Be Y
SRS BB R A T CKD B . IARRIE - &
' 2H 2T A BRAG A W DN, AR R s — el PR
FEAR, 238 A = 7.0 mmol/L 8§35 258 7 ff 5 2 h ML
W= 11.1 mmol/L, L= 54F, 4L 3 IR AN
T IEH KT, %42 2 1k 24 h JREE [ >0.5 o0 HERRARE :
O L Tl R ™ A BT RE RS, A If T E R
PG, BIFMA RGN, IR AL, 6K
PRI TERE G . DN A B o K B/ INE R PR
182010 4F % A7 i DN 5 B 43 B4R o FBE 0 b v
2 PSR ARk 1R B i B e R e,
DN#EES T, T, M, V4RI, B/NEHA
VA4 (B /N AR RN A A% , I3 I EA T4y
ARWFFTAAR G HIZE Al AT HRs 25 28 G )

1.1

PS8 U
1.2 —RAMRKBEENSE
120 ERTOH REEMIRRTORMERRI L | IR

R SE A LSO
122 —fiot  EAEMER] . AR AT BE . (K
FFEH ( body mass index, BMI ) SRS FE ( diabetes
duration, DD ) %%,
123 ZkEdair  FEAFEMLEN (Hemoglobin,
Hb ). MLEF ( serum creatinine, Ser ). IMJRZ A ( blood
urea nitrogen, BUN ), il JK B8 ( blood uric acid, UA ),
PEALIMAT A (glycated hemoglobin, HbAlc ), JElAH[#
I (total cholesterol, TC ). K% E IR HAHEEE (low
density lipoprotein cholesterol, LDL-C ). WEENREA
A & B (high density lipoprotein cholesterol, HDL-C ),
=W H (Triglycerides, TG ) FEH C W H A (high—
sensitivity C—reactive protein, hs—CRP ), PRAEH . I
£ (Serum iron, SI ). %% # & H (Transferrin, TRF ),
&M (albumin, ALB), 1, 25- “¥4E4E % D3, fit
I 2 (Erythropoietin, EPO ) 2,
124 JrimirdE AIEREM. 24 h JRAME. K
R & B F /LB Curine microalbuminuria/
creatinine, UACR ), BB /NERUESDRAL HAE (estimated
glomerular filtration rate, eGFR ) 1 PEA B T RE 19 45
P, R IR B T A B ok R A A 71153, e GFR( ml/
min * 1.73m") =186 x [Ser ( wmol/L ) /88.4]""* x 4F
B 1 (e x0.742) ™, FEA S S A A 3
RNV L g Sy
1.3 SEW4ord

Fie IR Pk 38 42 KB JUE 0 T8 4 e R Y B T A
M2 Wi b ™ AT A, WAER = 15%, Bk
Hb<130 /L ; BAFARIENR &M Hb<120 g/L 3 BUAFATHR
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PRI, A5 BRI 0 R T LI RGN 2 A

7P Hb<110 o/L & X R #5i. AWFSR 535 7E S B
SN TRV A 2 A Al 22 1205 57 1t 2 P PR et
BOAER
1.4 SFitEF*E

Bl R F SPSS 18.0 Geit#rft, & 1ERS
MR EPRIIIE + R (xxs) FoR, Mtk
Wy 20T, Jr2Es W ELEH LSD— #3565 A
FFE RS AT R AT TR A AL E5OR O o6 e R
M( Py, Pry) FR, FAESEUGE: ; THECFORH A L
HRER, T xR 5 R E 3 Logistic
BIE5HT, P <0.05 AERAG R,

2 #HR

2.1 DN ZEH—MHEBK LW EIEHR

201 fil DN & &, 54k 113 B, Lot 88 il 5
SERAERY (5449 £10.54) %, DD 9.3 4F, iy
HbAlc 7.5%, @ik, RERE . WL AE | b
PR Jo) LA 2895 78 1 A2 32 43 30l R 85.4% . 17.11%

80.3% M1 5.1%. ffFfi CKD %5 F2 #F )&, M G1 ~ G5
W] % % AR R 4y ) N 38.46% ., 55.56% . 79.37%.
88.10% £ 93.75% .

94% FBAE R AL DN MMigtie, HoBEXCH i
TR/ SRS A B2 5 83%, 59% 3 E ]
B Z - A B KR REHIR, 8.2% BECRAYLM
IRZY) 5 RATE IR 2508 o 44.4%, TRE =R
ST H R 58.2%. 5.8% A HIZHIC UG s mifilHG
57, Ho 1.7% 83 © 3 sh k| SRR L3R 554 IE 3T 1ML .
22 #HMASIERMABENIERER LR

T 61 6, FHrp B4 36 ], otk 25 il 5 F
Py (5456 +£9.39) %, X4 140 ], Hrh 54k
724, Lotk 68 4] 5 VYRS (54.47 £11.01) %

4% 1M 2H 5 %% 1 41 eGFR. HbAlce. ALB. TG,
LDL-C. SI. TRF. EPO. hs—CRP. UACR. DD /K *F-
A, ZRAGI2EE X (P<0.05), E#%0MM4 eGFR
HbAlc, ALB, TG, LDL-C. SI. TRF ., EPO & T-#A 1.4,
hs—CRP. UACR. DD ik 444, W3k 1.

F1 FMABENRARARLE

LMl (n=140) 54.47 +11.01 72 (51.43) 10 (5, 14) 95.13 + 14.31 39.02 (24.43, 67.84)
Aezr Ml (n=61) 54.56 +9.39 36 (59.02) 7 (3, 10) 130.52 + 13.63 64.47 (3621, 103.82)
Gt 5449 +10.54 113 (56.22) 10 (5, 13) 105.47 £21.42 44.58 (24.88, 75.32)
71 x4 0.839 0.049 2.136 16351 10.094
Pl 0.775 0.492 0.015 0.000 0.000

M (n=140) 10 (38.46) 30 (55.56) 50 (79.37)
AEARMA(n =61) 16 (61.54) 24 (44.44) 13 (20.63)
Gt 26 (100.00) 54 (100.00) 63 (100.00)
7l x4 13.744 6.941 4.096
P{H 0.000 0.000 0.043

37 (88.10) 15 (93.75) 7.05 (6.00, 8.03)

5 (11.90) 1(6.25) 7.8 (7, 9.45)

42 (100.00) 16 (100.00) 7.25 (6.2, 8.7)
8.544 4776 3.017
0.003 0.029 0.001

B ML2H

(J 140) 9.685 (7.07, 12.78)  139.4 (95.88, 220.13) 29.31+6.65 1.62(1.07, 2.28) 3.165 (242, 3.72) 6.9 (4.08, 11.15)
n=

AEF M2
(n261) 7.31 (5.73, 10.69) 105 (76.38, 174.65) 3576 £5.52  1.98 (1.40, 3.12) 3.77 (2.87, 4489) 3.2 (1.73, 5.75)

n=

At 9.15 (651, 12.34)  127.75 (91.03, 200.86 ) 31.21+698  1.65 (1.17, 2.5) 3.325 (2.62, 3.90) 5.34 (320, 10.02)

tzlx " 1A 2.983 1.946 2.884 2.98 7.012

P1E 0.005 0.038 0.009 0.005 0.000




AR B2 Ak 08 %

&R 1

M4 (n=140) 424 (3, 582) 425 (317.75, 664.25) 9.99+5.43 1.76 + 0.44 38.74 + 10.43 0.18 + 0.06
JEFTML(n=61) 3.0 (1.05, 421) 258 (189.60, 361.75) 15.38 +5.98 2254049 49.35+9.73 0.45+0.12
At 3.83 (230, 5.32) 363 (242.38, 576.90) 10.88 +5.84 1.85+0.48 40.12+10.86 0.26+0.11
1zl H 6.495 9.537 6.272 7.010 6.764 16.688

Pl 0.000 0.000 0.000 0.000 0.000 0.000

2.3 AEMR DN 2ERmtELEE]E TG.eGFR. SI. TRF | BVERAS &R & TAIMA . W& 2.

231 B B DN BERMEREN 66.7%, A 231 Lok Mk DN BERMARFER 75.3%. F
ML 4L 5 #% 1L 40 DD, Ser. BUN, UACR, hs—CRP,  #AIML#H 5 %1 [l #H eGFR, UACR. ALB. HbAlc, hs-
HbAlc, ALB. TG, eGFR. SI, TRF, BkZ5 &K b4,  CRP I, ZRALIFEXL (P <0.05), A MA
ZRAGFE L (P <0.05), JEFEIMLA DD, Ser,  UACR. hs—CRP X T#11f4H, eGFR. ALB. HbAlc &
BUN. UACR. hs—CRP fit T %% Ifil #, HbAlc. ALB.,  THUIMA. W3 3.

®2 BMAMASIERMA DN BHEHIGKEZLILER

ML (n=72) 98.03 + 14.64 11.32£4.97 42.97 £29.75 7.29 + 1.68 11.205 (8.10, 15.03)
JEFTm (n=36) 124.95 £ 13.94 9.05+6.14 69.8 +33.28 8.16+1.42 6.68 (5.89, 9.53)
VAL 9.150 2.065 4245 2.666 2,011

PH 0.000 0.041 0.000 0.009 0.010

184.95 (111.675,

m4l (n=72) 12.01 124 2037+728  1.26 (0.93, 1.86) 3.00 £ 0.87 470 +3.48
270.45)

Aezr il (n=36) 6.49 +0.57 105.4 (92.7, 179) 3593+535  2.04 (138, 3.12) 3.97 +1.30 3.02+2.17

VAL 4.176 1.648 5.301 3.132 4.047 3.072

PAH 0.000 0.020 0.000 0.000 0.000 0.003

M4l (n=72) 458.22 +199.39 9.55 + 0.64 1.57+0.35 33.72 +8.99 8.06 +4.90
AR M4 (n =36) 307.31 + 170.37 10.66 + 1.02 2.18+0.43 50.73 + 10.93 3.10+1.31
t{d 3.885 6.907 7.900 8.614 8.034
Pl 0.000 0.000 0.000 0.000 0.000

24  AEMS DN 2ER M MEZR Logistic  ALB.hs—CRP f DD 2 il iyt 7 fER A R (P <0.05)

B35 #7 (WFE4); Lotk d, ALB. hs—CRP J&3% ML AT
PURSAAER MAE N H A i, RIEARARE  BREE (P<0.05) (ES5).

RO e R R BEAE R GE, J5 4. DD, eGFR. 25 DN Z2EREHSE ., S/NEIES58MEER

ALB. HbAlc, TG FH8trfEN AR, AT /0K 251 RELSADS A ht) (7 HREEIRIL

Logistic W14 5347, 25K W, BHEFH, CFR. AU 7504, a1 b L IVAS DN 25 Hb KF-Heds,
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£33 HTUAMASIFRMA DN BEHNIGHREREER (Xxs)

FMZH(n =68) 92.84 +13.63 9.38 +5.64 49.43 £26.04 727172 287+592  508+3.14 486.59 +236.59 8.29+5.85

2L 4
( i 25) 126.52 £13.72 5.74 +4.79 68.68 + 34.77 8.04+137 3692+5.69 3.02+2.17 307.31+170.37 327271
n=
t18 10.546 2.867 2.877 2.014 5.997 3.568 3.467 5.623
P1H 0.000 0.005 0.005 0.044 0.000 0.001 0.001 0.000

&4 5% DN BEFZMHIERK Logistic BIFS S

AR -0.094 0.064 2.147 0.143 091 0.105 1.874
BMI -0.211 0.132 2.55 0.11 0.81 0.098 1.907
DD 0.296 0.11 7211 0.007 1.345 0.985 2.374
eGFR -0.042 0.017 6.026 0.014 0.958 0.141 2.079
ALB -0.144 0.073 3.87 0.049 0.866 0.175 2214
HbAlc -0.209 0.165 1.616 0.204 0.811 0.133 1.974
TG -0.886 0.483 3.364 0.067 0.412 0.069 1.235
hs—CRP 0.212 0.078 7.263 0.007 1.236 0.876 2.441

#®5 Xt DNBERMAIEZE Logistic BN HTSH

AE -0.049 0.043 1.296 0.255 0.952 0.098 3.102
BMI 0.041 0.108 0.142 0.706 1.042 0.774 2.877
DD -0.039 0.072 0.291 0.589 0.962 0.805 2.693
eGFR -0.027 0.016 2.829 0.093 0.974 0.204 3.357
ALB -0.219 0.074 8.713 0.003 0.804 0.117 2.336
HbAlc -0.077 0.101 0.587 0.443 0.926 0.140 2.785
hs-CRP 0.239 0.11 4.673 0.031 1.270 0.899 3214

ZJ 20, ERAGIFEL (P<0.05), #—1LW %6 DNEEZFRESBESHbHXE (gL, xts)
WAL 2 1SD— £, 11 a B8 DN 2% Hb /K T
fl 7 (P <0.05). HPEFZ M DN £ H-9 E 50 7 Hb

IIa 124.81 £19.53  120.31+23.84 123.19 +20.80
ACPLLRE, SR DEFAARITEAL (P <005 ). mh 103792737 1016 13.63  102.66+21.02
PE— D P LA LSD— K, FAERMZIE T a B DN o T R
‘%\% Hb 7J<1|Z%3:,HJ1EE£ (P<0.05 )O JI_LIJ%‘:_{ 6. I 107.77£20.33 9590+ 17.02  102.54 £ 19.75
252 'E]"'J‘%"i%é]\l:) 'ﬁ\ﬁlﬁﬁ %% 4F%{Jﬂl§ﬂ'—?ﬁlﬂl v 10791 £19.64  99.65+21.82  102.58 +21.12
QU MERUIT IR, s, ket 0 3223 4300 7359
HHEN (P <005), FHMAMTFRMA (HET). L0 0.027 0.047 0.000
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x7 FMABREBENERGIESLE (40, M (P, Py) |

AEATIMLH

& 2(1,2) 1(1,1) 0(0, 1) 0(0, 0) 3(2, 4)
(n=61)

M

7 2(2,3) 2(1,2) 1(0,2)0(0, 1)5(4,6)
(n=140)

714 3.106 3579 3884 0561 5219
P 0.000 0000 0000 0310  0.000

B PE DN B, JET M5 A AL E N
B e, ISR, 2RAFITEE X
(P<0.05), dEFMAMFRMA (WES, 9).

*8 Btk DNEEE/NERFEDLE [47, M (Py, Py) |

E| S KN

: 1(1,2) 1(1, 1) 0(0, 1) 0(0,0) 3(2,4)
(n=36)
AL
: 2(2,3) 2(1,2)05(0,2)0(0,0) 45(4,6)
(n=72)
Z1H 3.347 2353 2904 0603  5.662
P 0.000 0010 0009 0295  0.000

#9 ik DN BEBE/NERIMEDLE (47, M (Py, Py) |

AR

2(1,2) 1(1,1) 0(0, 1) 0(0,0)3(2, 4)

(n=25)

2(2,3) 2(1,2) 05(0,2)0(0,0)5(4,6)

2.883 3.476 2.205 1.835 5.371

0.003 0.000 0.019 0.061 0.000

3 g

AWFFEIT DN AR FIZ T, & 50 Hr DN ik H
SR BN R RGP SR R R, SR A
B, 7£201 1] DN s, dEFTIML4H eGFR, HbAlc,
ALB. TG. LDL-C. SI. TRF. EPO & T %% Ifil 41 ;

UACR. DD, hs—CRP X F#A1fl2H. Hb /KA B 544
SEEYIARDG, e — e g o, 250k
%% DN & & ', eGFR. DD, ALB. hs—-CRP 5 DN
FLMAHDE 5 2otk DN &, ALB. hs—CRP 572 1iAH
Ko AL, HRYE DN IS T AL, T a B
RHEE Hb KA 225, SO Al /NE Fla] i 4
Wors AR m AL

HRTEZES2, 78 CKD g h, 2MLE) & A 2R b
B ORERY T REIME W R, >4 CKD BF A G5 WIS
FM AR H i ", —IREA I >100 J1 Y CKD B
JHAED S EoR, BEIRR & 5%, HAMA LR RN
30%, fE—M CKD BE W 25", Aueas Rk,
DN &, JEF M MAA M AH b, AT 19 DhaE
TR, fER S et R, $IM & AR B T,
2] G5 W}, FriM A4 K >91%., R, Logistic [543
BrigsR, fEZotk DN B XMoo AR . HIR
FIREAGEA IR . A7 28 i B B D RE KT AR X B vh
FEHE, ZEEFIARRULI RS BT S m &
HETEK,

St —2BAR ST B I RERZ I Hb K ROALE], A
B IFAl DN AR B /INE R 5 2 M O
Fo HARAWFSE & B DN R EE 3 5 5 H 1 AR AR A
5, RS B A WA DN JREL RIS RESE 42
R R R ™, ARSI R R L, DN Jp #4557
S MIFAEZEARSE, [ DN FH (T a %) Hb 7K
FRHAKA (b, M, V&) FhaE, milb, 10,
IV Hb K TE22 5. g din, Baeifi
X Hb 7K A5 ] BEAFTE— 0 I SHE, BV D) Re
i A Hb /52 If A B 2%, it AR SHE S Hb
TR, W AL AR, HRTRESE AN,
B /NG R0 T 458 473 2 ' ) R A Ak 1 ik ST FE R P 3R =2
— L ARSI [RIRE ST B /N ) B 3 P S A LY
KR, BREITCCAEB LR DN BF T, 21
M2/ NEBAPF AR B M TR . ARFFE SR
K, FUUZH ALB A, 24h JRE H A UACR JHis .
[ AR SEPE D Hr R R, ALB FRR SR E A £ 4
Koo Z5 EBEE R AT AR R B/ NE R T, 3
EPO j=A: /b ol 54015 5 I F -1 a (hypoxia inducible
factor—1 o, HIF-1 o ) FiEFH, HIF-1 o 75 IFFE
IR FEBAT /NG R0 ™, It EPO A sl K
HIF-1 o H38005 n] BE 2 DN B 5 & A= 9% 1 AL =2
— M AR AR ER, BRI EPO AP T AL
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R, A OBEIRIG B R TR R b

A, JMIESE T FIAWLR

BRERZAE DN ZIM A KA R S AR s ™
AL R LI, TRl SI. TRF L TFAEFmA, [F
5 I hs—CRP Fhiy, 2GR 7m B A B hts ] e
DN B#FH R AR MAYEE R, o, WALBRFkE
FIKF T2 5. AR, BRI & I CKD B4
MR AR UK BRI CKD 83 W g m, &8
BEPRIE CKD fE 77 BV R A AEAR 25 AT RE 2 % 22 57 o
HEMBERZE ", (HZ, XT3 DN BE WM
AHE, BREA SRR HeP . NI, BRER
B A ALAOAT DU T Ik S mp iR, i Hn] g
SERAEB BRI Z —

PR B, R RE . e A
IR DR SR RAE RV A, BAR AR . —%
TR G BRI AL AT I e L A s I
T -« B BYBE SR SO N B A AR E S AE A T Y
ik, MANE -1, WEISEHAT - a | hs-CRP, X
B GERE YA R B R E S 0 EPO AR L ARRIESE 4
KT, IR hs—CRP K FA 25, FEBE Hb TR,
hs-CRP /K- BTF, HRMEDRSRAS R —20 "™ G5
KB, FIHBEIRAG CKD BHFEARRRIN CKD &4 ST
BKFHE R, IZOFFEHE X RS s e TR
SEFEHT ™ BREFKCEIF AR BR IR B, T2 RAE
IR RIbR Y .

BRI EIKREEEI RS (renin - angiotensin -
aldosterone system, RAAS ) B 5 Fa0e ¥ 1l s S 0>
MAERGEHN, (LA AR b R R E AR i
EEIKR LEg R EPO K& a, (edELL A ng,
RAAS AUHE 2 FEABRNSIKY 5K, BNl KI
a4, B /NERIE R ORTERE K, TR
L AR ™ RO R AR ZE
AIERTRE (TR K-, i 5 e 2 A A i ) 70 M o 41
il FaRVER, ANMsZ L4 e i Az i, REEEIm s
SR, AHFFTLE IR, DN il F i A S ok K5 ik
FEHI I 225937 R0 Hb KV 1 i . %80 A
RN RRZ N ELEHE , AEABHTTHIURTF H B,
IX AT AR T P2 A (T A B S R T A B 57
F25Wyn Hb Ko 22 5 A

AT R ZATET « OFEARK D, izl
FVPAG S, FEEE R T AT S R R A, Of
H o RESR R A — o % AE DN O R 5 9F
CKD), fE—ERRE Lild THEA R, @RS

U RIRIESY, 5 S SE B A AR S b FE 190 F S8 S 45 0L
[R5 2 22 OB VR DR IR PRI 7 S Bt B T S AR B0

i LTik, S0 DN LI Y52 3R AL DD
FrOIRE . SRACH, BRAEIRESE. Hd, WIRES
AR A BIL 32259 K /INE R 5. P /N
T I BRI AL 0 5 2 T 22 LA Ml RATF 7K 2k
— R, WIREH T LRI

2 % X Wk
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