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. WERSHNE J7 38 1 B BE% (CKD) 3~5H (3EZEMT) BB SRS MLPIE B & B Thee AR B R R 41
AL SRS I . i WedE20224810 5 ~20254E1 A BIR7E E T B R EER S \RH 125t
LHRB, HRFECKD 3~581(FRENT) BPHIEA RS S BIHRMPBIER BE, RBEIETFR, 28657
HE5RE, SAXAE50H, 1008, BWITHATESHEFBRESEMIGT, XRASTFREBH
LA ZRRINAYT . BALESIRIT8A .. FFIRIT BiE, XTWRAKRTR . FERIE SRS, UAED)
RE(BUN. Cys-C. Scr. eGFR). B /H)J& £ 44k JRWEAHRHAR (TGF-B1. TIMP-1)/K- P24k, SR : HIT
HIERIT RS A BEAN82.22%, R THIRA(59.09%) (P < 0.05); Z¥yT, WITHPEIEBKRERDT A
(11.53+4.37)%, BER T34 (19.45+6.3043) (P<0.01); 'ZFIhEE(BUN. Cys-C. Scr. eGFR): 5
XtHRLLAR LG, YRTT LIS Cys-C3Y B E MK (P <0.01), BUN. Scri#fEMEER(P <0.05), eGFRF (P
<0.05); B EFRSEARBA IR : BITHRBTGE-1. TIMP-1 T FEEZEMR TXIRHA(P<0.01). &
#®: KSHNE AR B CKD 3~58 (FEENT) B S SUB IR MFHIE S G RAER, FRRIMEScr. BUN. Cys-
CKF, FHEeGFR; FEERKTGF-p1. TIMP-1/KF, T RIS E S B R4k, #MEZCKDIE.
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Abstract

Objective: To observe the effects of Qishen Bushen Formula on renal function and urine markers
related to renal interstitial fibrosis in patients with stage 3~5 chronic kidney disease (CKD) (non-
dialysis) presenting with spleen-kidney qi deficiency and blood stasis syndrome. Method: Cases
were collected from the outpatient clinic of Nephrology Department VIII at Heilongjiang Provin-
cial Hospital of Traditional Chinese Medicine between October 2022 and January 2025. Patients
meeting the criteria for CKD stage 3~5 (non-dialysis) and diagnosed with the TCM pattern of
spleen-kidney qi deficiency and blood stasis were divided into a treatment group and a control
group according to a random number table, with 50 patients in each group, totaling 100 patients.
The treatment group received Qishen Bushen Formula combined with basic treatment, while the
control group received Niaoduqing Granules combined with basic treatment. Both groups under-
went continuous treatment for 8 weeks. After treatment completion, the following were com-
pared between the two groups: clinical efficacy rate, total TCM syndrome score, changes in renal
function markers (BUN, Cys-C, Scr, eGFR), and changes in urine markers related to renal intersti-
tial fibrosis (TGF-$1, TIMP-1). Result: The total effective rate in the treatment group was 82.22%,
higher than that in the control group (59.09%) (P < 0.05). After treatment, the total TCM syn-
drome score in the treatment group was (11.53 + 4.37) points, significantly lower than that in the
control group (19.45 * 6.30 points) (P < 0.01). Regarding renal function (BUN, Cys-C, Scr, eGFR):
Compared with the control group, the treatment group showed significantly lower serum Cys-C
(P < 0.01), superior reduction in BUN and Scr levels (P < 0.05), and higher eGFR (P < 0.05). For
renal interstitial fibrosis-related urinary markers: The decrease in urinary TGF-$1 and urinary
TIMP-1 were significantly superior in the treatment group compared to the control group (P <
0.01). Conclusion: Qishen Bushen Formula can improve clinical symptoms in CKD stage 3~5 (non-
dialysis) patients with spleen-kidney qi deficiency and blood stasis syndrome. It reduces serum
Scr, BUN, and Cys-C levels while increasing eGFR. It also lowers urinary TGF-$1 and TIMP-1 levels.
This suggests the formula may delay CKD progression, potentially by ameliorating renal intersti-
tial fibrosis.
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1. 3]

2% ' 53 (Chronic Kidney Disease, CKD) & 45 H1 £ Fft iR PR 51 e (1) 6T i 3 7 A= 52 1 (1 55 I 425 4 5 it
S B /RESE 3 AN A MIER[L]. CKD R i FERREE , Rl 2 Joil BANIE, [l £ 5 o 7 Bk L R
CIAMORL = gis i R B, RIS 2 EE R . CKD B3 5k 42 2K 1915 IF 9% (End Stage Renal Dis-
ease, ESRD)}, NRELEAEdy, B EEARIATT (8 SO L6 75 Ma YT F B, X AMN™ 5 520 B8 AR 75 o & A il
WA, AN ANFIH 2 25 AR 2]« IARER ST CKD BV YT J7 %8 B AE =W BT 5 )«
SRR R R 3R R S RRER R, BARN SRS RAIKE AR, BIREAKR, #HE.
Mo AR, 2 E R AL, A ER M. MPREEZE ESRD, W TR B BRI Lk £ &
Mr BERGE AT BCE R A R 6 T7 77 20 SR T AR I PR 2256 S W 5% LU R I, 5 A S AR = 2 ¥R )7 F
B TR A T meta 2T 45 R BOR[3], SAEPERIGITAILL, HEEZRIT R T4 S CKD B A
IT I RE B0 BRI IS WILET (Serum creatinine, Scr)ZK~F- 3804t &5 /N Bk i % (estimated Glomerular Fil-
tration Rate, eGFR). Jik/> 24 /NI R 8 1 7€ 8 8RB0 00 2 3 - B2 25 M RE AT 208t B 2 I PRAAEAR,
I REE BRI T CKD KA K FER R A i 2 AN BUw A5 5 s, 0] 2 FhBUmALE, AR IE RS IR TT
R, LA BE 251 142 5 6] Jii 41 44K, (Renal Interstitial Fibrosis, RIF)J5 1 & @ 31 A8 35 . Hlitk, 78 CKD
I T B R R SRR S G, A S ik e, PRI B R B AR T 75
K, WEEEEATE. TEYINN CKD BABEIRSE, SRR, RERIAMERE, <im. ¥
FH R, FRSE2 iz TIRMMERATN N PE, SMfshH . KSHNE H_RES KM b, 46205 80
KPR 25 25 msk bk miok, BAAAN IS . WAz The BLOTEIRIRR 8, AJ7% CKD
TR (R HN RIF B 5200 v AR EAT IR NI FE o« AT 78R FHBE AL BRI 72 75 1%, B2 E J5 %) CKD
3~5 BRI AT) BL B R e LA IE B3 (RVE T R, S H R A A K Kl F--p1 (Transforming Growth
Factor-p1, TGF-A1)F13& 5 4 J& 2 (A B4 K-+ (Tissue Inhibitor of Matrix Metalloproteinases, TIMP)-1 f]5%
W, LRI EES AN J7 1097 CKD MIPERALE, AR ER 256 7 CKD S ALH 1 B A5 2.

2. IeR&ER
21, — AR

EIXH 2022 4F 10 H~2025 4= 1 A TERIATEERSE \F1eie, B8 MARER CKD
3~5 HH(HEE HT) I8 B R S IR 51 3 100 B, BEMLA: viadr 2 50 1, XFHR4H 50 #1. HorEAS AR

REERFF R, BT Ak 4 B, XRARR 3 41, RIS RERIB WG, AT ABE 1461, i
HPivs 36l LBVEFRN 11%. mA&AR0wE 89 B, 16IT4H 45 1, XTI 44 B, BRI, PALE

H—MBERE, BIYERL. RS CKD 7 HA A K5 KA, BAWHEP >0.05), Wk 1. % 2.

2.2. KRR

221 KRAEBEIRE,. CKD SRRE
AR CHR2AE MR VAt B B B I PR S B 4R 9 (2012 KDIGO)) [4]#15E

2.2.2. HEIHRSHRE

2% (22 Nl 95 MR A EELTT T R (B ITHR)) (2010 4F) [5]: AUE(MEAEIE): £iE: O #
B2 @ AFEE: ® S09%: @ BERRYG JoF: O REKH: @ KMEH: @ HikAk; @
BRM © FHWA IR, Ko, HE(npGE): FiE: O mHag; @ B, JoE: © JUKHE;
@ JRMA; @ &FERESCE R SR, ORI . ARERSN S 2 TERES L, S5 S FE
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1 TUANCAE 1 WA b o SREIEATR A /0 1A FAEE 2 S FE

Table 1. Comparison of gender, age, and CKD stage distribution between the two groups

=1 MABREMH. Fi. CKD SHINMELR

531 (1) CKD 4 #4345 (1)
5 ik FEW(X+s, %)
5 & CKD 3 CKD 4 1 CKD 5 #
JRIT . 45 25 20 51.38 +12.16 9 23 13
Xt HE 40 44 26 18 53.66 + 11.61 8 27 9
Paig:] 0.114 -0.905" 1.095
P1E 0.736 0.368 0.578

N tE

Table 2. Comparison of primary disease distribution between the two groups

=2 MERERAFRNHEILER

R ()
mp 2 N L RMER R .. . ANCA N
R A Eﬂg 4%%? TR bR Egﬁ J@%? ek 194 P
i S % ‘ T g T
VBT 4 6 0 3 1 0 25 1 2 2 5
ot HEZH 9 1 3 1 1 22 0 1 1 5
FE 4.447
P{H 0.880

2.3. INFRE

(1) F#E N 18~70 %, HHIABR; (2) 76 CKD i2Widnitk, & CKD 3~5 #idEi&EHT %%, H 133 pmol/L
<Scr<707 umol/L, MZLEHH >709/L, Wik <140mmHg, %F5K/E <90 mmHg: (3) #F&HEME <
R MLFEFFIEARHE: (4) HES AR IAL, HEE MRS FBHE 2 L E 4 TEE A v g N AT
Fo

2.4. HEBRERIME

(1) 2L UUEZEENG ML &4 (2) FtmEESELEGER: Q) AIFAEIE RN, Wig
AR, FFREAL R AR EE M R AT (4) MEHEOFRE, MEOIIEE, NYHA 7 RI0%
MUl B (B) ZHABM AR (6) SMEMBHMEE R T EFARE: (7) oMY 2B siE v S I Sk
mEE (8) MEAERR R, M EBMRERILE: (9) LR EENIRST . A B IR R
(10) A HoAth ™ H S, M3 JR Gu 45 IR 3% R AT B A s i nT (A8 PR B =, SR R e ¥ (11) M
AR . SRR 2R B s (12) IEAES AR Z5 I R W 22056

2.5. BIBRKBEHRE
(1) WBIPNJG KIS AT TCPANSSE . HERAREART S (2) HAS 5EMMIEE, Aiullgidfet
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RIGW R, BORIGERIRZ, sl B IRAHALZY), emyrRCE S (3) BURIAN SRR T LA %
EPEFIWE; (4) TS5 B ERIBHRE: (6) KB e I U N . A RFFEE, AN E kS
BATIREE . (6) WKL RS, HRSE#F K.

3. BT A%
3.1. EfliaTT

(1) FARIRYT A -

(2 mEEH: O KHWE; @ MHKEARE; @ RLEMEEHA; @ KFEXE.

(3) Ml JE: 45 F I B3k RIZARFE P (ARB) (4: Jo VIyb ), 0 B i B4 85 18 1 FHL 7 77 (CCB) (i
RAEHF. W),

(4) MIETTML: FELXNRRZBE, BT 2REAE ST Ve, M IELX =5 Hb 5/~ T
100 g/L, %51 EZH Nk i 4 i PR 10 2 48 i A= Bl 25 (tHUEPO) .

(5) PATTIAR: IG5 0 B A T BT AR AR YT E5 i 10~20 mg/d.

(6) YIEF WRAEACH R T &IF4E4 % D = [25(0H)D 7K°F < 50 nmol/L (20 ng/ml)] i
TR TORERES Iy B S8 MU o 28 TR w) e i s il 8% AR /K1 O 48 18 5 Bl 1R 1) JR 3
W I IPTH KPR ST S B R KT, 45 TRk AEE .

(7) MIERRHERUK. MR EA: O YIEREER SR DRBERES; @ A EKRIEEEL:
TERE RS NaCl e ANE; O mEf MEMIRIG: 4 TREK, BH DRFOR OGRS . RERR BN
3.2. jAfriA

TUEMGT + BSHNE T, TN 8 .

KNG AR T 30 g #thix 20 gv 562 20 g IIBE A 20 g« PR4FIE 20 g #AFEE 25 g
F1% 20 g, HIfd ¥ 20 g A:1l124 20 g ERERK 20 g MM 20 g AREE 30 9o ATARE HRE IR PR IEIR 1 AR
IE 3G R, BREE A 3 . (T2 B RV R R B 24 R 4 4AE)

MR 4 H 1 FKET, B SR 150 ml (2453 d B VT s v B BE o BT 24 S R .

3.3. %EE4E

T UGS + JRETEPRL, JTHE N 8 .

JREREBRI A : K. Wi, RAK. 2. AR, % A4, S, 5. Fiissg,

PR 2GRS : 5gx 15 1, S EZGiET 220073256; A rE Ak B 25V (E /R RENE RA A .

MR BH 4, RIF KR
4. WBRAEHT
4.1. JTHMEIEHR

(1) BITRG (2) PERIEE S (3) B IIREAHCHESR: LR E(Blood Urea Nitrogen, BUN). Scr.
MLiFEHEFNE C (Cystatin C, Cys-C) (H§i%). eGFR (K CKD-EPI Scr AiT5); (4) B[ £F 440 R A
KIhr: JRK TGF-B1. TIMP-1 (B BtV (ELISA)) -

4.2. BIRITSH EFRiE

S8 (22 Nk 95 AN R EE LT 7 R (ETHR)) (2010 4E) [5]: B4k © AR 202> >60%,

DOI: 10.12677/acm.2026.1651882 861 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1651882

@ WAENBEHERRFRECE D ERIEL RGN >20%, @) MALETEIE >20%; ARG O AR D >30%,
@ WAENBHERRFSE DRIEL N >10%, @ MUK >10%; f2E: O WARERAEGE, 3
TP < 30%, @ WANUEREERRECE DERIET R REAT, BUEN < 10%, © MALEFCHN, sSEFE <
10%; TR O IWARTEIRTESGESINE, @ WANEHERRREE NEIELREFR, © MmULEE .

4.3. REMERTT S EARE

B (22 Nk 95 AMFEATRE LT T R(ATHR)) (2010 4F) [5]: B30 IRERAEEIRFR D> > 60%; A
R AR 8D >30%; Fase: IRACIEIRAE BTt Bl <30%; R AR eE SN E .,

5. ZiitEH*E

IS A IREE R SPSS 26.0 Sit 2Bl i AT AT BE b o S BORME I RRAR B s TH 4t
BERHD 2 K8 tF R R G IS LA(X £k, R thads; AFFE RS2 U AEIM(Pas, Prs)]
g, wWHARSERRY . # P<0.05 MR RZERA G FE L 5 P<0.01 MFRERA REGR 5 E Lo

6. 5B
6.1. FHEHIGKRITHELE:
F3EERER: VTl WA — S T, BT AT R, S R (P < 0.05).

Table 3. Comparison of clinical efficacy between the two groups
< 3. FABEIRKRTHELE

21531 11 BAL AR FaE TR B BE(%)
RITAH 45 12 25 4 4 82.22%
it HE 2 44 6 20 8 10 59.09%
z{a —2.465
P{H 0.014

6.2. MABE ARG PEIHRZRAI LR

4 SR EIR: RITH IRA T ERIGARIEDIRIGE, BRI S S REIC, HIRIT AR R
HRE, HEESIYZERP<0.01).

Table 4. Comparison of total TCM symptom scores in the two patient groups pre- and post-treatment (X +s )
4 MABRERTAIETEIERZROEE(X £s)

21531 11l AT HIT G
RITAH 45 29.82 £ 6.45 11.53 + 4.377#
it B 2 44 28.05 + 6.58 19.45 + 6.30™

t 1 1.286 -6.901
P 1A 0.202 0.000

. 5AAAITRTEETP <0.01; S5XIRABIT)E EREMP < 0.01.
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R %

6.3. FMEBEATTHIE EThEE(ME BUN, Cys-C. Scr eGFR KE)LEE

5. %6 45 RN VRITH SXHRA N S SR A BIE s, HIA T A e R R R A T R
M. BT, BITHIME Cys-C Mg T4, A EESIH¥ER(P <0.01); JAJT4l BUN. Scr. eGFR
BT XA, A giih %2 7 (P < 0.05).

Table 5. Comparison of serum BUN and Cys-C levels in the two patient groups pre- and post-treatment (X +s )
5. MABERITAIEIE BUN, Cys-C KFLEE (X +s)

BUN (mmol/L) Cys-C (mg/L)
2H 5] %5
YRIT R AT R YRIT T AT R
RITH 45 16.73 £ 6.06 12.44 + 4,74 2.55+0.78 2.04 +0.52"#
o FE 2L 44 16.37 £5.08 14.54 + 459" 2.62 +£0.70 2.43+0.69"
t1{H 0.307 -2.123 -0.421 -3.023
P1E 0.760 0.037 0.675 0.003

H: 5ARMRITEILECP <0.05, P <0.01; SXHRARIT AP <0.05, #P <0.01.

Table 6. Comparison of serum Scr and eGFR levels in the two patient groups pre- and post-treatment [ X £ s, M(Pa2s, P75)]
F* 6. MEBERTTAIFRILE Scry eGFR KFELE[X £5, M(P2s, P7s)]

Scr (umol/L) eGFR (ml-min~1.1.73m™7)

an b
T T T TR

YRITAH 45 246.10 (191.52, 374.66) 201.20 (154.56, 276.57)"** 2142 +7.93 30.23 + 13.53"#

Xt R 40 44 254.50 (193.11, 331.86) 234.26 (169.76, 326.98)" 21.48 + 8.24 23.92 +11.01
ZIt {8 -0.062 —-2.027 -0.036" 2.411"
P1H 0.951 0.043 0.971 0.018

i SARMEEITATEETP <0.05, P <0.01; SXHRAEITEHE#P <0.05. “HNt1H.

6.4. PEBERTTAIG BB RAHEMIRIBIEXIERR(ERIK TGF-p1, TIMP-1 7KF)EEER

77 GREIR VRIT AL SR AL SR TGF-41. TIMP-1 /K P FA, {2367 4L R T 5 FR 4. .
BIT I, RITHRIE TGF-pL. TIMP-1 AHECT XA, A RE S5 2% 7 (P < 0.01).

Table 7. Comparison of urinary TGF-41, TIMP-1 levels in the two patient groups pre- and post-treatment (X +S)
= 7. MABEIRFTAIEKRIR TGF-p1. TIMP-1 KFELE (X £5)

TGF-p1 (pg/ml) TIMP-1 (pg/L)
) 1%
HRITHT HITE RITRT AT
HITA 45 997.06 + 58.71 946.92 + 21.20™# 11.68 +2.22 7.24 +1.32"%
xR 44 994.37 +22.88 967.93 + 29.24™ 11.43 +2.06 9.15+0.95™
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t1{E 0.284 -3.887 0.551 ~7.843
P1H 0.777 0.000 0.583 0.000
. 5AAAITRTEETP <0.01; S5XIRARIT)E EREMP < 0.01.
7. Wig

RIF /& CKD Z R EH EZR BRI, £ &M R AW 7R CKD KB % ESRD HHL[FAiE . RIF
(RIS 28 B 2, B8 T A PRI IR 7350 < LR 2T 4E 4 B30 « 41 i 435 57 (Extracellular Matrix, ECM)
AEEEGIR B /NE BRI - W) T AR e oA [6] . RIF BRSO W B R AT RS AR A SV s A,
M FBCE NERIES BF R ThRE 20 /N B RS A A IA TH BB VRIR , 30K R 0 A0 e [F i ol Vs P it 5 4 it
DIRER % T, FiE CKD JRIG R, RIF RHESURHFEEEM, A PRMEIR KR, TERCRIEIEI 7]

EHREE T, FRICE CKD ML 4, AN A8 IS — B B a e — I TR S, AR E HE AR AT
R oK R s DURRG A IE CEXT BT CEEET s R EmNLaT AN Rk o A
I BA RS, ey, DB MR, . BIRHFED A, FRecZ @B s Al iy, <. 4
i+ R[8], CKD 3~5 W # & A R se il &, IR UBUR 2 (1 b 5 2 U SR S ILFSIE . S S
ME A CKD RAMIMRAG N, SR, “W” B miinss, BERW T KRR, SURBR
BERMHESI N R, IERANEH 32 CKD ZE4pME @ . o TS pH T8 4%, Wil scs s, T8t mmE %
WS R YEAL[9]. MOMTE R B2 E ey, BEF4ELIRIR LS N IES T R A SRR, R AT I,
WEBAERRS, EIRRIEITH, MANLER . ST, DA . 3SR £ ERVE.

ESHNE P AR, M HOAE Y, ARG RZA, AN DN RN, Jefa RIFIRL,
PSR “IESAEN, BAA T o e @i, JRimdd, SAEREUANVIZ & (SRS E, d
TRIE G, 5RO 2 Ty MRAR IR WIANIT SRS, BHCGELE, FIKER, A NTZ
Ty WP E BRI, A LB, PR, SLBh R R AN 2 BABH LA FE S S RIEH, B
MR8, CA BRI R . XM b S, & O RE B, L2 iR s, A
Jili, ¥NEVEAS: ERRRANERH, SRAE, R, E=2030BhE S EBANE 2 S B S5 SME, t%
TEIMATHEZ A0, BB IATHS, JE& FRIMAIIL, NIZEARGE LLERKE ;. TARZERIBRNE . 407 Hds fa A
. LERE 2R A IR T AL 2 Ty, AR TARAR RN . IR RA . BRIEAEAR AT IR N B K AR
AN TRTANSR S AN e R4 7 R

H ol K7 R B TGF-1 1 TIMPs [17K°F- 5 RIF F2 A2 . TGF-p1 J& 41 4k 7 FE 1A% O R 725 X
F[10]. £ CKD #ffgidfirf, TGF-p1 2 BRI SR IAFFE, TGF-B1 AHCIE = 21E ECM T,
WP, INE RIF[11]. KEMFER, AlEEEH TGF-AL AHUARMINS KT JE%ID RNA. x
MR AR EBRAE P L RIF ZEJ2[12] [13]. i TIMPs 234 n] {2 i2F 40 i 28 Rk PR (132 S e #,
T RIF JEFE[14]. TIMPs % 3| TGF-1 %, Bl TGF-A1 15 5@ M KM B 4158 TIMP-1 [97=4, §20H
PRI R E[15]. KEMTFREY, R+ TIMP-1 /K FRITE &, 5 RIF S ERAEEMEM G, o]
FTH#:0 CKD RIF ()53 2 [16] [17].

PR ZGBERE 72 7R AT E W A 7 VA7 CKD A 2. 35 HIHF[18]-[20]. ¥ S 2 HH[21] [22]45REWs nl
I p38 MAPK 15 5 I %55 2 Mol g K FEPL A . P, PLAF4ELEIER, ] TGF-pL MRIA, &
FHUGEE MY RE, AR D IRACE, RS R, R RIF. Zdhae sl i TGF-p1 3RIE[23] [24].
WS HE S S R R W BT REVE T G B ThRe,  HPt R AE FHLEI AT REW SO NF-«B (55
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AP R R R, AR b A S B 1R T [25] [26]. LLZE S A A Y SR Re % E i T T
TGF-BLIMAPK. TGF-B1/Smads 5545 5, HIHIAM I JEE 2O0E . PLerdiib S s R IEEH, &
B E R, b ECM AR R, BGE RIFIRBL[27] [28]. IEB R ERIT &/ Ny P2 —, 1l
PLIRAR RAEAN IR, S B IhRe, N TGF-BL Rik[29]. #7r7 R A S RS AL 1R
Fs RT3 B I () 9 RE SBE SR S AR T2, AT RS ThEE[30]. FHSER TTA AT LARR AR50 40 A
HRETEEUKT, RIEFUEALRIIE, T TGF-g1 %Kik, /b ECM UTAY, W4t RIF [31]. HItC 2 bE,
ALiEIL R TGF-plsmad 155 BB RIF [32]. FHUBH 2 WA EEA RIS ER Y2 —, 4T UUO
KA TGF-4 % 51 HK-2 4iji0, ¥aT R IL-18. IL-6. NF-xB Fl p65 254> TR 1A, HE3E RIF,
HEZE CKD #/E[33] [34]. ELEERAI T a-SMA [RIE, I B H0E 1) Wnt/g-catenin 15 5@ 8, X8
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H R miR-21/PTEN {5 54% 54 5%[37].
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P 1) 18
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BIhit, EREFEICRIE TGF-p1. TIMP-1/KF, AIgE@E I i RIF, #EIMLELE CKD g .
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